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HE term “tularemia” has been applied to a wide 

variety of illnesses due to human infection 
with Pasteurella tularensis. The most frequently 
occurring clinical picture is that of an open ulcera- 
tion with regional lymphadenopathy and evidence 
of severe systemic infection that appears to be out 
of proportion to the local lesion. This ulceroglandu- 
lar form of the disease may be accompanied by 
pneumonic involvement, rash or enlargement of 
the spleen. The infection may also produce a 
syndrome in which the systemic factors entirely 
outweigh the local lesion, in which event the typhoi- 
dal form of the disease is found. The organism re- 
sponsible for this infection is apparently endemic 
ina fairly widespread animal reservoir and is trans- 


mitted from animals to human beings either by an 





insect bite, by direct handling or by ingestion of 
infected animal material. 

The ulceroglandular form of tularemia so closely 
resembles various trivial nonspecific peripheral in- 
fections and infected lacerations that it is often 
overlooked. Furthermore, the local lesion may be 
s0 minor as to be completely overshadowed by the 
systemic manifestations, leading to a mistaken 
diagnosis of blood-stream infection with gram- 
negative bacilli such as the typhoid bacillus or 
a febrile illness such as brucellosis, rheumatic fever 
or subacute bacterial endocarditis. It is therefore 
necessary to stress the importance of this disease in 
differential diagnosis and the need of an exhaustive 
‘earch for a possible local lesion in the presence of 
fever of unknown origin. Because of these facts, 
’s well as the appearance of 2 recent cases in New 
England, it has seemed worth while to review the 
history of tularemia in New England, bringing the 
literature on all the available cases up to date. 

New England appears to have been the last 
egion of the United States to remain free of in- 


fecti - ‘ . 
‘ction with Past. tularensis. By 1932, tularemia 
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had appeared in all the states of the Union except 
Maine, Vermont and Connecticut!; New England 
could claim the fewest cases of any sizable region 
in the country and contained the only three case- 
free states. Since that time, cases have appeared 
in New England at the rate of approximately 2 a 
year, and at the present time it is possible to bring 
together a total of 20 cases. Vermont remains as 
the only state apparently free of the disease. 

Whether this phenomenon is due to an increasing 
incidence of tularemia in the region or merely to 
increasing recognition and bacteriologic confirma- 
tion is an academic question that cannot be an- 
swered on the basis of the material at hand. Al- 
though the disease was first described in animals, 
in California, by McCoy and Chapin in 1911,?-* 
there is no way of knowing how widespread the 
animal reservoir was at that time. In 1919 Francis‘ 
described the human disease as occurring in Utah, 
approximately five hundred miles from Tulare 
County in central California, where McCoy and 
Chapin had discovered the micro-organism seven 
years before. This geographical trend, however, 
is difficult to evaluate in the light of the fact that 
by 1938 over 1000 cases had been reported® from 
Russia, apparently contracted from the skinning 
of water rats, and many other cases had been found 
in Japan, Norway, Canada, Sweden and Austria. 
By these data one is forced to the conclusion that 
although American in origin, scientifically speaking, 
the disease is of world-wide distribution. 

In the light of these facts it is interesting that 
one region in America should apparently stay free 
of tularemia until 1929. Furthermore, the group- 
ing of the New England cases indicates that factors 
of importation, either of rabbits or of infected 
human beings, seem still to be operative in the spread 
of the disease. This corroborates the impression 
that tularemia is still a relatively new disease in 
New England, not only to human beings but also 
to animals. 

These factors of importation concern firstly 3 
patients in the Boston area, one who contracted the 
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disease in Colorado and then came to Boston, a 
second who contracted it from tick bites while in 
Georgia and a third who contracted it from a rabbit 
shot in Illinois and shipped here. Furthermore, in 
1936, cottontail rabbits were imported from the 
West and released near Falmouth, Massachusetts, 
and within two years 3 cases had been reported 
from that district. A fourth case occurred in the 
region of Falmouth in 1943. This makes a total 
of 7 cases in New England — nearly a third of the 
entire series — directly traceable to importation of 
infected animals or contracted elsewhere. It is 
impossible to say to what extent these importations 
‘have influenced the further spread of the disease 
in New England, but tne fact that 4 more cases 
have occurred within seventy miles of the Falmouth 
area is suggestive. 


CHRONOLOGICAL REvIEW oF NEw ENGLAND CASES 


The first case to appear in New England was re- 
ported from Massachusetts by Withington.* The 
patient contracted the ulceroglandular type of 
disease from tick bites while visiting on an island 
off the coast of Georgia in 1929. He had a septic 
abrasion on the scrotum, with an enlarged in- 
guinal node that subsequently suppurated, and 
x-ray evidence of a slight pneumonitis on the left 
side. Widal and Wassermann reactions were nega- 
tive, but the serum agglutinated Past. tularensis in 
a dilution of 1:1280 and Brucella abortus in a dilu- 
tion of 1:160 (partial agglutination in a dilution 
of 1:320). Randall’ in 1929 reported a case in Rhode 
Island in which a man contracted tularemia after 
handling three dead rabbits. A cat that ate one of 
the rabbits also contracted the disease and died. 
Agglutination of the patient’s serum against Past. 
tularensis was positive. The second case to appear 
in Massachusetts® occurred in Boston in 1929. The 
patient evidently caught the disease from a cold- 
storage rabbit that had been frozen for thirty days 
and imported from Illinois. The patient had ulcero- 
glandular tularemia with an urticarial eruption, 
and serum agglutination against Past. tularensis 
was positive in a dilution of 1:640. 

Badger® and Eckstein!® both referred to 2 cases, 
one occurring in New Hampshire in 1931 after the 
handling of rabbits and the other in Maine in 1933 
after the skinning of a fox. Further details on these 
cases have not been found elsewhere in the litera- 
ture, but the second one has been confirmed by the 
Maine Department of Health and Welfare." The 
disease in this case was of the ulceroglandular form 
and was fatal. It was proved by autopsy, culture 
and agglutination. 

In 1934," a man contracted the ulceroglandular 
form of tularemia from the ingestion of a rabbit 
that he had killed on a ranch in Colorado. He 
returned to Boston after his symptoms had ap- 
peared and was hospitalized. Serum agglutination 
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was positive in dilutions up to 1:1280, and q skin The 
test with the Foshay tularemia suspension ym prior 
positive. the F. 

In 1935 and 1936, 3 cases were reported to thee patier 
New Hampshire Department of Health." Al} thei evider 
were clinically stated to be tularemia and accepted fm serum 
as such by the state authorities, but the detaij 
and bacteriologic report are not available. 

In 1937, a ten-year-old girl developed th Case 
typhoidal type of tularemia in Falmouth, withoy ren 
skin lesions or adenopathy, presumably from th aoe 
saliva of her dog, which became ill three days late, lM the ¥PP 
Specific agglutination was positive in dilutions ¢ te did 
1:1280. The dog serum was positive in dilutiogfl crushed 
up to 1:40. This case appeared three months afte wg 
Western cottontail rabbits had been released jy Be 
the neighborhood of Falmouth. In the same dif sional 
trict, one year later, another child developed ulcen. cs 
glandular tularemia after being bitten by a tick! sails te 


down arf 
He poul: 
him sulf. 


The bite was in the scalp and was accompanied by 
enlarged postaural nodes. Serum agglutination tes; 































were not done. A Roxbury resident visiting oii fever an 
Cape Cod in July, '1939, was bitten on the thig — 
“by a tick, subsequently developing ulceroglanduly wns 
tularemia with pneumonic symptoms." “This pgm 10,400. 
tient, unlike the others, had severe systemic diseae 7 
and serum agglutination tests were positive if mining o 
dilutions up to 1:1280. exudate 
Gibbons, Lamoureux and Arkless!® described « ae 
case in Connecticut that occurred in December, ' The p. 
1940. After killing and dressing three rabbits the page 
‘patient developed tularemia with a finger ul ber seein, 
chills, fever “and adenopathy, which subsided nj@i found to 
three days. A relapse eleven days later with sever Ris 
systemic disease proved fatal. Agglutination tess symbiotic 
were positive in dilutions of 1:640. — 
In 1941, a man in Lawrence, Massachusetts, OMB soolutina 
plained of an abrasion on his finger that suhgMi were nega 
sequently became necrotic. The diagnosis of tut on 
remia was established by history of exposure "MMR zcrobic sp 
rabbits that he had shot and dressed, as well as byggmm that were 
the findings of adenopathy, chills, fever and a speci ke 
agglutination test in serum diluted to 1:640. The blooc 
A second case was reported from Rhode Islandty hag 
Eckstein!® in 1941. The patient had the ule typhoid 
glandular form of the disease, contracted after dresgfurine culty 
ing a rabbit that he had shot. The primary les Biking 
appeared in a puncture wound of the hand sustalliiMpatient ha 
two days before. Specific agglutination was posit! il gount | 
in serum dilutions up to 1:2560. This patient "MMbiohe ayy 


Beneralized 


ceived sulfanilamide therapy. . 
montender | 


Two other cases were reported from Connecti 


in 1941. The first of these!* occurred in Columbis Me ad 
only ten miles from Colchester, where the previ'giresthesia 
Connecticut case had occurred.'® This was 4 # wh Me 
case of ulceroglandular tularemia, with pneumoMBeThe palpab 


manifestations, contracted from a cat bite. 
second was a case of ulceroglandular tularemia fos 
handling rabbits,!” it occurred in Stamford. A 
tination tests were positive in a titer of 1:80. 
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The most recent New England case to appear 


prior to the 2 reported below was a fourth case from 


the Falmouth district,” following a tick bite. The 


patient developed right-sided pneumonia without 
evidence of a primary lesion or adenopathy. Specific 
serum agglutination tests were positive. 


Report or CAsEs 


The patient (M.G. H. Unit 405941) was a 52- 
vear-old inhabitant of Waltham. He was admitted to the 
Emergency Ward on June 8, 1943, and stated that 3 weeks 
before, while working in his garden, he had been bitten over 
the upper sternum by a small insect. He had not noticed the 
bite until he went into the house and looked in a mirror. 
He did not identify the insect, but when he removed and 
crushed it, it appeared to be distended with blood and to have 
a hard shell. ‘an 

For 3 days nothing further was noted about the incident. 
At the end of that time the patient began to notice occa- 
sional chilly sensations, fever and considerable muscular 
weakness. Following-a week of such symptoms, not severe 
enough to incapacitate him, he noticed soreness in the left 
axilla and a small papule at the site of the bite, which broke 
down and formed an ulcer that gradually increased in size. 
He poulticed the lesion and called in his physician, who gave 
him sulfadiazine totaling 3 gm. a day for 10 days. Since the 
fever and malaise persisted, as weil as the ulcer and the sore 
node in the left axilla, he was referred to the hospital. 

On entry to the Emergency Ward the patient had a tem- 
perature by mouth of 101.8°F. and a white-cell count of 
10,400. The urine was negative. The ulcer over the manu- 
brium was 1.5 cm. in diameter, with a 3-cm. zone of erythema 
surrounding it. It was not tender and there was no under- 
mining or penetration, but the edge was indurated. Little 
exudate was present, it was not granulating, and there was 
no evidence of undrained pus. A firm, tender, freely movable 
lymph node the size of a walnut was present in the left axilla. 

The patient had had no contacts with rabbits, ground 
squirrels or other rodents and the only small animals he had 
seen around his garden were chipmunks.* He did not remem- 
ber seeing any that appeared ill, and no dead ones had been 
found to his knowledge. 

Tularemia was suggested as a tentative diagnosis, and the 
patient was admitted to the hospital. Primafy syphilis, 
symbiotic staphylococcus-streptococcus infection, anthrax, 
sporotrichosis and other mycotic infections were also con- 
sidered. A blood culture yielded no growth, and serum 
agglutination tests against Past. tularensis done on admission 
were negative in all dilutions. Cultures from the ulcer, taken 
on the usual aerobic and anaerobic media, showed a coagulase- 
negative hemolytic Staphylococcus albus, diphtheroids and 
aerobic spore-formers. * addition, some yeasts were found 
that were cultured and studied for virulence by mouse injec- 
tion, with negative results. Dark-field examination of the 
material from the ulcer for Treponema pallidum was negative. 
The blood serum gave a positive Hinton and a negative 
Wassermann reaction on two occasions. A Hinton test the 
day before discharge was negative. Aggiutination tests for 
typhoid and paratyphoid fever were negative. Stool and 
urine cultures were negative. 

The clinical course was one of continued swinging fever, 
#s high as 103.6°F., for the first 10 days in the hospital. The 
oo had few symptoms other than malaise. The white- 
: a fell to 6000 by June 22 and he consistently showed 
ht pmonocyte percentage. He developed a node in the 
toy Al June 11, and for 3 days thereafter he had 
* zed lymphadenopathy, the nodes being almond-sized, 

ae and freely movable. There was no rash. 

. — 21, to obtain material for histologic study to clarify 
oe sgn ulcer was excised under Pentothal sodium 
Sy os Fa : i wound was closed with silk. The opera- 
wher ea : cleanly, and the temperature immediately 
ope ormal and remained so until discharged 7 days later. 

palpable nodes disappeared in 4 days. 


Case |. 


*It is of j . : , 

re phan gem in this connection that Zinsser'8 states that chipmunks 
blerensis Welch susceptible group of animals to infection with Past. 
' * Weich and Jakmauh'® point out that the a is also 


ne of . : : n 
pidge” common hosts in this region for the wood tick Dermacentor 
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The pathological report from the excised lesion was “acute 
and chronic inflammation,” with no changes characteristic 
of either syphilis or other specific granulomas. Blood serum 
taken for heterophile agglutination on the same day as the 
operation was negative. 

A repeated agglutination test for Past. tularenis showed the 
following results: serum diluted 1:20, +++; 1:40, 
+++; 1:80, ++; 1:160, ++; 1:320, ++. This 
positive agglutination, in the presence of a clinical picture 
compatible with the disease, established the diagnosis of the 
ulceroglandular form of tularemia. The fact that the earlier 
agglutination test was negative was attributed to its being 
taken too early, although the patient was in his 3rd week of 
the disease. He was discharged home on the 7th postoperative 
day. He was seen 6 months later and was in excellent health. 
Blood Hinton and Wassermann reactions were negative on 
two occasions at about that time. Serum agglutination tests 
of Past. tularensis were still positive in dilutions up to 1:320. 


Case 2. The patient (Rhode Island Hospital 375228), a 
36-year-old loom fixer, entered the Rhode Island Hospital 
on November 16, 1943. For 4 days prior to the onset of his 
illness on October 28, he had spent part of the day hunting 
rabbits; he had killed ten, skinning and dressing them him- 
self. At the time, he had a hangnail on the left thumb, and 
1 day after the onset of the systemic illness the thumbnail 
became infected and the inflammation persisted despite 
treatment. 

On the day of onset of his illness the patient was awakened 
at about 2 a.m. by chills and chilly sensations that continued 
the rest of the night. Alternating with the chills, he felt warm, 
perspired copiously and had a severe headache. The next day 
he noticed the infection near the left thumbnail, and within 
a short period of time observed sore lumps in the left axilla 
“tas big as eggs.”’ He called in his physician, who noted that 
he had a temperature of 104.5°F. For the 11 days until 
entry to the hospital, this fever continued rising, to 102 or 
103°F. daily. Eight days prior to entry the patient developed 
a cough productive of moderate amounts of yellowish-white 
sputum without blood. This febrile illness, with malaise, 
headache, cough and the infected thumb and axillary nodes, 
continued up to entry. 

On admission the patient had a temperature of 102°F. but 
did not appear acutely ill. Inspiratory rhonchi and wheezes 
were heard over the chest, with occasional rales at the left 
base. There was an ulcer at the angle of the nailbed of the 
left thumb that oozed serum, had black ragged edges, was 
tender and was surrounded by a tender area larger than the 
ulcer itself. There was a left epitrochlear node, and a plum- 
sized axillary node, both of which were nontender. The white- 
cell count was 14,700, with 43 per cent lymphocytes. A 
diagnosis of ulceroglandular tularemia was made, and the 
possibility of pneumonic involvement was raised. An x-ray 
film of the chest showed patchy density in both lobes com- 
patible with bronchopneumonia. Agglutination tests done 
at the Rhode Island State Department of Health were positive 
against Past. tularensis in dilutions up to 1:80. Agglutination 
against brucella was negative. 

On the 4th hospital day, with the patient continuing to run 
a temperature of 102 to 103°F. daily, sulfamerazine was given, 
beginning with a dose of 5 gm., followed by 1 gm. every 8 
hours. After 3 days of treatment there was some improve- 
ment, but not until the 6th day did the temperature drop 
to normal. Coincident with this fall the pulmonary lesion 
cleared, and serum taken at that time was positive in titers 
up to 1:1280 and 1:2560. The thumb lesion was still unhealed 
and the axillary node was still enlarged and tender, with 
overlying redness in the skin. The patient was discharged 
4 days later. 

One week after discharge, the axillary node broke down 
and was incised and drained, and after 1 month it was slowly 
healing.t On December 21, 3 weeks after discharge and 2 
months after onset, the agglutination tests against B. tula- 
rensis were positive in dilutions up to 1:2560 

During the hospital stay, cultures from the ulcer were in- 
jected into guinea pigs, which died and showed gross lesions 
characteristic of Past. tularensis infection. Bits of liver and 
spleen were cultured on cystine agar in an effort to isolate 
the organism, but the cultures were lost and the organisms 
were not finally identified. 


tWe are indebted to Dr. Wallace Lisbon, of Providence, Rhode Island, 
for information concerning the course of the patient after discharge. 





Discussion 


Francis®® has done much of the work on the 
etiology, transmission and animal vectors of tula- 
remia, and his work should be consulted for these 
matters. A recent article by Foshay* covers the 
clinical aspects, methods of early diagnosis and 
results of serum treatment. No attempt to review 
the literature will be made here. 

Transmission from animals to man by insect bite 
is not uncommon.! The insect in Gase 1 was most 
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ning a fox and 1 of handling an infected dog, and 
3 were of unknown modes of transmission. 

Of the 20 New England cases, 3 were fatal. One 
of the fatal cases was a pneumonic relapse from the 
ulceroglandular. form!®; the second showed a form 
of tularemia involving the lungs but apparently 
concomitant with an ulceroglandular lesion and 
at autopsy, lesions throughout the body'®; in the 
third the disease was of the ulceroglandular Variety." 
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known. One was the result of a cat bite, 1 of skin. 





TABLE 1. 


Summary of 20 New England Cases of Tularemia. 

















and pneumonic 


Agglutination 
(1:2560) 


YEAR Lo.:aLE Anima. Source Typz or Lesion BAcTERIOLOGiC Outcome REFERENCE 
OR ConFIRMATION 
Insect VECTOR 
1929 Boston (acquired in Tick Ulceroglandular Aggiutination Recovery Withington® 
eorgia) (1:1280) 
1929 Rhode Island Rabbit Ulceroglandular Agglutination Recovery Randall? 
1929 Boston (rabbit from Illinois) Rabbit Ulceroglandular Ase Recovery Watts® 
1931 Claremont, New Hampshire Rabbit Unknown None Recovery Badger® 
Eckstein'® 
1933 Kokadjo Lake, Maine Fox Ulceroglandular Culture, agglu- Death Maine Department of 
tination and Health and Welfare!! 
autopsy 
1935 Boston (acquired in Rabbit Ulceroglandular Agglutination Recovery Massachusetts Depart- 
Colorado) (1:1280) and ment of Public Health 
Foshay skin 
test 
1935 New Hampshire ? Unknown None Recovery New Hampshire State 
Board of Health'3 
1936 New Hampshire ? Unknown None Recovery New Hampshire State 
Board of Health's 
1936 New Hampshire ? Unknown None Recovery New Hampshire State 
Board of Health's 
1937 Falmouth, Massachusetts (?Rabbit) to Typhoidal Agglutination Recovery Badger® 
Dog to Human (1:1280) 
1938 Falmouth, Massachusetts Tick Ulceroglandular None Recovery Massachusetts Depart- 
ment of Public Health” 
1939 Falmouth, Massachusetts Tick Ulceroglandular Agglutination Recovery Moss and Evans"4 
and pneumonic (1:1280) 
1940 Colchester, Connecticut Rabbit Ulceroglandular Agglutination Death Gibbons et al.'5 
and pneumonic (1:640) 
1941 Lawrence, Massachusetts Rabbit Ulceroglandular Agglutination Recovery Massachusetts Depart- 
(12640) ment of Public Health"? 
1941 Rhode Island Rabbit Ulceroglandular Culture and Recovery Eckstein'® 
agglutination 
(1:2560) 
1941 Columbia, Connecticut Cat Ulceroglandular Culture and Death Jungherr'é 
and pneumonic agglutination 
1941 Stamford, Connecticut Rabbit Ulceroglandular Agglutination Recovery Connecticut Depart 
(1:80) ment of Health!7 
1943 Falmouth, Massachusetts Tick Pneumonic Agglutination Recovery Massachusetts Depart- 
ment of Public Health” 
1943 Waltham, Massachusetts Tick(?) Ulceroglanduiar Aapeeetee Recovery 
(1:320) 
1943 Providence Rabbit Ulceroglandular Recovery 












likely the tick Dermacentor variabilis, which has 
previously been reported as the vector of Rocky 
Mountain spotted fever in New England.” The 
tick Dermacentor andersoni, which is rarer in the 
eastern United States, may have been involved. 
The biting season of these ticks is from March to 
July. The other insect that carries the organism 
of tularemia is the horsefly, Chrysops discalis, which 
is active from June to September. 

Many different animals have been found to be 
infected with tularemia, and the infection may be 
passed directly by handling or ingestion of the flesh, 
as well as by the parasites that are found on the 
infected hosts. Of the 20 New England cases, 9 
involved direct handling of rabbits and 5 were 
traceable to tick bites, with the animal host un- 








A tabular compilation of the pertinent data on the 
20 cases is presented in Table 1. 

Early diagnosis may sometimes be established 
by injecting material from the ulcer into a guinté 
pig, and then transferring bits of the necrotic fo 
in the liver and spleen to a cystine-containllg 
medium. The patient’s blood culture may 4 
be positive early in the disease, but again the 
organisms can usually be recovered only by anim 
passage. Francis®® has pointed out that direct 
smear and culture are unavailing. Agglutinatio! 
tests usually become positive from the third to the 
sixth week of the disease. 

Foshay* has described intradermal tests with 
suspensions of killed organisms in phenolized salint 
solution, which are read in forty-eight hours 
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are positive during the first week of the disease. 
He has also devised an intradermal test using anti- 
serum, which is read in fifteen minutes and in one 
case has been reported positive as early as eight 
hours after the initial chill, but results have not 
been so successful as those with the vaccine. Foshay 
has also developed an antiserum from goats and 
has reported the results of treatment in 600 cases. 

In Case 1, the patient showed a false-positive 
Hinton test on two occasions. Six months after 
recovery, the serologic reaction was negative. Such 
, finding has not previously been reported, and 
its significance must await reports of other cases. 
Brown and Nagle® give the results of eighty-seven 
Kahn tests on 64 patients with tularemia; only 
one “doubtful” reaction was obtained. 

The response of the Massachusetts patient (Case 
|) to primary excision of the ulcer was striking, 
and if the results of this method are corroborated 
by other observers it may constitute a useful way 
of shortening the period of disability from the 
disease. He did not respond to sulfadiazine. An 
appraisal of the response of the Rhode Island 
patient (Case 2) to a sulfonamide is difficult, since 
subsidence of temperature required six days after 
starting the drug. 

SumMARY 


Eighteen cases of tularemia occurring in New 
England are reviewed. Of these, 8 have not pre- 
viously been available in the literature. To these 
are added the detailed data on 2 New England cases, 
l occurring in Massachusetts and 1 in Rhode Island 
during the summer and fall of 1943. 

The mortality for this group of 20 cases was 15 
per cent. 

Vermont remains as the only state in the Union 
free of tularemia. 

A false-positive Hinton test was a feature of the 
Massachusetts case. Clinical subsidence following 
excision of the ulcer was also an unusual feature of 
this case. 

The Rhode Island case was one of ulceroglandular 
tularemia contracted from handling rabbits. In 
addition to local and lymph-node lesions, the patient 
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developed definite evidence of pneumonic involve- 
ment. 


We are indebted to the following state officials for their 
willing aid in gathering together these data on tularemia 
throughout New England: 


Dr. Mary M. Atchison, acting state health officer, New 
Hampshire State Board of Health. 

Dr. Charles F. Dalton, secretary and executive officer, 
Vermont Department of Public Health; 
Dr. Roy E. Feemster, director, Division of Communicable 
Diseases, Massachusetts Department of Public Health; 
Dr. Roscoe L. Mitchell, director, Maine Department of 
Health and Welfare; 

Dr. Stanley H. Osborn, commissioner, Connecticut State 
Department of Health; and 

Dr. William P. Shields, epidemiologist, Division of Com- 
municable Diseases, Rhode Island Department of Health. 
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VITAMIN B DEFICIENCY IN PRIVATE PRACTICE* 


Dubey Merri.i, M.D.+ 
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URE, uncomplicated diseases caused by defi- 
ciency of vitamin B— pellagra, beriberi, ari- 
boflavinosis, polyneuritis and the Wernicke syn- 
drome—are a great rarity in New England. This 
is probably true in most geographical areas where 
famine is unknown and the dietary habits of the 
majority of the people are not rendered grossly in- 
adequate by poverty or by the lack of coarsely ground 
cereals, green vegetables, dairy products and meat. 
Occurring as complications of many different types 
of disease, however, these diseases are being recog- 
nized with increasing frequency and are actually 
of far greater importance clinically, outside the 
endemic areas of pellagra and beriberi, than are 
their uncomplicated forms. 

Cowgill! demonstrated that the tendency to 
develop symptoms of vitamin B deficiency varies 
with the metabolic rate of the body and inversely 
with the vitamin B intake, and that the body weight 
and metabolism are consequently the most impor- 
tant factors determining the vitamin requirement. 
From these fundamental laws he was able to predict 
or explain the clinical occurrence of vitamin B 
deficiencies in association with many widely differ- 
ent types of disease. Shattuck,? Wechsler,’ and 
Minot, Strauss and Cobb‘ had already reported 
beriberi complicating polyneuritis in patients suffer- 
ing from profound nutritional disturbance, either 
alone or as a complication of many types of chronic 
illness. Strauss and McDonald® had also pointed 
out that the polyneuritis of pregnancy, previously 
attributed to a hypothetical toxin, is in all prob- 
ability merely another example of polyneuritis due 
to a nutritional deficiency. In a later paper, Strauss® 
elaborated on the importance of disturbance of the 
gastrointestinal tract as a conditioning factor in the 
production of deficiency states. Weiss and Wilkins,’:* 
reported beriberi heart disease as not infrequent in 
patients suffering from nutritional deficiency. 
From the work of all the above authors it has 
become apparent that clinical manifestations of 
vitamin B deficiency should be searched for in any 
situation in which there is an increased metabolism, 
with or without an obvious deficiency of vitamin B 
in the diet or a disturbance of the function of the 
gastrointestinal tract. This may arise because of 
increased muscular activity, increased caloric in- 
take, fever, hyperthyroidism, long-continued vom- 
iting, diarrhea or dietary restriction. 

It is unfortunate that in this group of cases there 
is great danger of overlooking the earliest symptoms 


*From the Thorndike Memorial Laboratory, Second and Fourth Medical 
Services (Harvard), Boston City Hospital, and the Department of Medi- 
cine, Harvard Medical School. 

tInstructor in medicine, Harvard Medical School; junior visiting phy- 
sician, Boston City Hospital; associate physician, Cambridge Hospital. 


and signs of impending deficiency disease because 
of the frequently far greater importance of the actual 
precipitating factor— pneumonia, malaria, cirrhosis 
of the liver, pregnancy and so forth. 

Many authors have stated that the earliest mani. 
festations of vitamin B deficiency are easily revers. 
ible if proper therapy is instituted, whereas later the 
process may progress to a stage of slow reversibility 
or nonreversibility in spite of substitution therapy. 

I* have already reported 3 cases of severe dyspha- 
gia associated with profound nutritional deficiency, 
lof them mistakenly diagnosed as carcinoma of the 
esophagus, all of which responded to substitution 
therapy. In retrospect the response to therapy can 
perhaps be explained by the short duration of 
symptoms. 

Goldsmith!® searched for evidences of riboflavin 
and niacin deficiency in a series of 200 consecutive 
patients admitted to the medical services in the 
Charity Hospital in New Orleans; these consisting 
of 50 white women and 50 Negresses, and 50 white 
men and 50 Negroés. She found 79 cases of definite 
and 54 of probable deficiency disease in this u- 
selected series. It may be considered by some that 
her criteria for diagnosing these deficiency syn- 
dromes were slightly overgenerous, but there can 
be no doubt that these diseases were of far greater 
prevalence in this particular group of charity 
patients in a Southern city than even most nutrition 
experts would have expected. 

Because of the frequency with which cases o 
vitamin B deficiency of moderate or severe nature 
have appeared in private practice in the metropo: 
itan area of Boston, it has seemed worth while 
report some of them. These diseases are not lin- 
ited to any special group, —to the natives of Lab- 
rador or the Orient, sharecroppers, chronic alco 
holic addicts or the inmates of a city hospitd. 
Furthermore, they are common complications of 
many serious illnesses, and their recognition is 1 
purely of academic interest. The therapeutic implic- 
tions are obvious. 


Case REPORTS 


Case 1. C. J. M., a 63-year-old widow, was first examined 
because of asthma, cough and vomiting. Three days prev 
ously she had had severe chilly sensations, cough and a pain 
the chest. Asthma, which she had had off and on for 25 yeils 
returned. For 3 days she had vomited practically eve 
thing she had eaten. A year and a half before this eps . 
she had been diagnosed as having malnutrition an yee 
ticulosis, but in spite of much dietary advice she had faile 
to put on any weight. : 

Physical examination revealed a temperature of 103 a 
pulse of 120 and a blood pressure of 130/80 —18 — 
previously it had been 200/110. The lungs were full of asti- 
matic rales, but there was a patch of pure bronchial bre#! 
ing over a small area of the right upper lobe anteriorly. 
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The patient was hospitalized at once. The sputum con- 

tained Type 2 pneumococci, and x-ray examination of the 
chest showed consolidation in the right midlung. The blood 
nonprotein nitrogen level was 67 mg. per 100 ce. but fell 
to 47 mg. 2 days later. Sulfathiazole was given for 3 days, 
and the temperature fell to normal in 24 hours. Five days 
after admission she developed urinary retention, with a 
blood nonprotein nitrogen of 75 mg., and exhibited con- 
derable mental confusion. For the next 3 days the patient 
had to be repeatedly catheterized and fluids were given in 
large quantities, but the nonprotein nitrogen level rose to 
% mg. and she developed sacral and pulmonary edema, with 
frothy sputum and a beefy-red tongue. She was given 100 mg. 
of nicotinic acid every 3 hours and 2 cc. of mercupurin intra- 
venously, and fluids were limited to 2000 cc. every 24 hours. 
\ninlying catheter was placed in the bladder. 
" Twelve days after admission the nonprotein nitrogen level 
descended to 25 mg. and the temperature to below 100°F. 
The patient was well oriented, the edema had disappeared, 
and the tongue was practically normal. The bladder control 
did not return to normal for another 4 weeks. The patient 
was discharged 6 weeks after admission. 


This sixty-three-year-old undernourished, asth- 
matic woman developed pellagra ten days after the 
onset of pneumonia and five days after the tem- 
perature had returned to normal. She finally recov- 
ered from both the pellagra and the pneumonia. 

Of considerable interest is the fact that she sur- 
vived a second attack of pneumococcal pneumonia 
exactly two years after the one reported here. She 
was treated with sulfadiazine and large amounts 
of vitamin B complex from the onset, and ex- 
perienced no complications. 


Case 2. M. P., a 68-year-old edentulous widow, was seen 
because of an extremely sore mouth. One month previously 
she had had pneumonia with moderately severe jaundice. 
She had received no serum, and sulfonamide drugs had been 
withheld because of the jaundice. She ran a course charac- 
teristic of pneumonia and improved. The temperature 
became normal 16 days after the onset of the pneumonia. 
Twenty days after onset, she first complained of a sore 
mouth. A severe stomatitis was noted and sulfanilamide 
spray was prescribed. Three days later the mouth was full 
of so-called “*Vincent’s lesions,’ which were painted with 10 
per cent chromic acid. 

When I first saw the patient 12 days after the onset of 
stomatitis, the tongue was smooth, moist and fiery red along 
the edges. Toward the back there was a sharp line where 
the exfoliation had apparently stopped. There were two 
ulcers 3.5 cm. in diameter inside the right cheek and extend- 
ing over the toothless lower gum. They were filled with 
blackish slough, the result of cauterization with chromic 
acid. The entire mouth and lips were extremely sore, and 
there were several small ulcers in both tonsillar regions and 
on the floor of the mouth. There was no dermatitis of the 
hands or legs, and no neuritis. A diagnosis of stomatitis due 
‘0 acute vitamin B deficiency secondary to pneumonia was 
made, and the patient was started on 100 mg. of nicotinic 
acid and 4 brewer’s yeast tablets three times a day. Local 
‘eatment was limited to a saline mouthwash. 
ae days after the beginning of vitamin therapy the 
i oa had improved strikingly, although the left side 
rhs t roat was still sore. The ulcers inside the right 
‘llag were one third their former size, and those in the ton- 
We sap and on the floor of the mouth were clean and 
tevin; to heal. The patient had some difficulty in mental 
site "vat some numbness of the right leg and soft and 
~ he ema of both legs up to the knees. At that time it 
o Scovered that she had had peculiar dietary ideas for 

© years, having avoided all meats, drunk little milk and 

a few eggs for months, if not years, before the 

. Additional diagnoses of peripheral neuri- 

in deficiency were made, and the patient 
ically her eating habits. 

en last seen 6 days later, the patient was feeling much 

The throat and mouth were no longer sore and she 
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was eating well. She was having less difficulty with mental 
concentration, all the ulcers in the mouth were healed except 
one inside the right cheek, which was still 1 cm. in diameter, 
and the edema and the numbness of the right leg had dis- 
appeared. 


This elderly edentulous woman with peculiar eat- 
ing habits developed clinical pellagra, beriberi and 
probable protein deficiency following a moderately 
severe pneumonia. It seems likely that if the course 
of the pneumonia had been cut short by either drug 
or serum therapy, — jaundice complicating pneu- 
monia is now known not to be a contraindication 
for either,—she might never have manifested 
outspoken signs of vitamin B or protein deficiency, 
in spite of her inadequate dietary and poor dental 
equipment. 


Case 3. P.R., a 47-year-old, married woman of a slender, 
apprehensive type, was seen because of metrorrhagia. A 
uterine curettage 2 months later showed hypertrophic endo- 
metrium but no signs of malignancy. A hysterectomy was 
performed. Five days after operation the patient began to 
be nauseated and vomited several times. This continued for 
several days and the patient became extremely depressed. 
She had eaten almost nothing since the operation. The 
temperature had remained flat the first week after operation, 
never going above 99.6°F., but the pulse had slowly risen to 
110. The patient was dehydrated, but the tongue aside from 
being dry appeared perfectly normal, being neither sore nor 
red. The possibility of vitamin deficiency and gastric dilata- 
tion was raised. Thiamin chloride and intravenous glucose 
and saline solutions were started and a tube was inserted 
in the stomach. One thousand cubic centimeters of black, 
foul-smelling liquid was removed and the patient felt better. 
The next day she had several loose stools and the tongue 
was still dry, so that more intravenous glucose and saline 
solutions were given. Another gastric lavage produced a 
large amount of green, foul-smelling fluid. 

Nine days postoperatively, diarrhea was well established 
and the administration of 100 mg. of nicotinic acid every 4 
hours was begun. On the 4th day, the patient looked better 
and the nausea, vomiting and diarrhea had stopped, but the 
mucous membranes of the entire inside of the mouth and 
tongue began to peel off. From time to time she was con- 
fused, irritable and difficult to handle, being extremely sus- 
picious of visitors, nurses and doctors. 

By the 12th day, the mental state seemed to be clearing, 
although the patient was still having three or four loose 
stools a day and occasionally vomited undigested food. 
By the 14th day she seemed mentally normal, the diarrhea 
had diminished to one or two loose stools a day, and vomit- 
ing had ceased. The temperature was normal and the pulse 
90, and the oral mucous membranes were no longer fiery red 
or sore. 

The patient again became psychotic on the 17th day, re- 
fusing all medication. On the 20th day, although progressing 
satisfactorily, she was still restless at night and developed 
an itching, erythematous eruption of both shins and the skin 
at the base of the neck. The lips were still dry and peeling 
and there was a small crack at the left commissure. 

By the 26th day, the patient was practically well. The 
dermatitis, stomatitis, diarrhea, psychosis and tachycardia 
had all cleared. On close questioning it was found that during 
the 6 weeks between the time she was first informed that she 
would probably have to have an operation and its actual 
performance she had been so worried about the operation 
and its attendant risks and discomforts that she had eaten 
poorly. 


This thin, anxious, forty-seven-year-old woman de- 
veloped classic pellagra with diarrhea, dermatitis, 
stomatitis, psychotic manifestations and tachy- 
cardia during an afebrile postoperative course as 
the result of poor eating habits for six weeks prior 
to operation and practical starvation for the first 
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week after it, the deficiency of vitamin B being 
further accentuated by intravenous infusions of 
glucose solutions (cf. Cowgill’s caloric vitamin B 
ratio'). One may speculate whether the tachy- 
cardia was due to thiamin deficiency although it is 
only of academic interest, since the patient ob- 
viously suffered from a niacin deficiency and there 
was almost certainly an associated thiamin de- 
ficiency. 

Incidentally, it is also possible that vitamin B 
deficiency may be a contributory factor in some 
cases of postoperative gastric dilatation, intestinal 
distention and ileus and impaired bladder function. 


Case 4. H.C., a 69-year-old woman physician, was a 
chronic alcoholic and morphine addict. She had had so- 
called “colitis” for 10 years and had been diagnosed as having 

ellagra 5 months before I first saw her. She had been giving 

erself parenteral injections of a preparation of vitamin 
complex since the diagnosis of pellagra had been made, but 
had continued her morphine and alcohol habits. She was 
seen in consultation because of cardiac failure. She was found 
to be obese, to have pinpoint pupils, — the result of mor- 
phine, — a severe glossitis, scaling and discoloration of the 
skin of the lower legs and roughness of the skin on the backs 
of the hands. The skin of both thighs showed innumerable 
scars of hypodermic injections. The heart was fibrillating 
(rate, 120), the blood pressure was 125/100, and there were 
signs of congestive failure. There were no murmurs, but 
the examination of the heart was not satisfactory owing to 
poor co-operation. The liver was felt two fingerbreadths 
below the costal margin. The reflexes were equal and active, 
and there was no tenderness on firm pressure on the calves. 

Diagnoses of obesity, cardiac failure, morphinism, alco- 
holism and mild pellagra were made. The patient was rapidly 
digitalized and the previous dose of parenteral vitamin B 
complex was trebled. Three days later, when the heart rate 
was well controlled, she became completely disoriented. The 
daily morphine allowance was reduced, but she became 
psychotic and developed an intractable diarrhea. Although 
diarrhea is accepted as a common manifestation of with- 
drawal of morphine, there seemed to be an equal possibility 
that vitamin B deficiency was a contributory factor, so that 
100 mg. of nicotinic acid was given by mouth every 2 hours. 
Two days later the patient was mentally clear, but the loose 
stools continued. 


This obese sixty-nine-year-old woman, who was 
addicted to alcohol and morphine, had both severe 
cardiac failure and relatively mild pellagra. With 
adequate digitalization and gradual withdrawal of 
morphine she became psychotic and had severe 
diarrhea. The suggestion is made that one or both 


- of these symptoms were manifestations of the pel- 


lagra, perhaps accentuated by the rapid restora- 
tion of cardiac compensation. One wonders whether 
some of the so-called “digitalis toxic psychoses” 
that appear in chronically decompensated cardiac 
patients, usually coincident with or immediately 
following a rapid diuresis and clearing in a few days’ 
time with improvement of the cardiovascular status 
and ability to eat, may not be largely due to vitamin 
B deficiency. 

Cowgill" showed that in dogs a diuresis produced 
by feeding large amounts of water by stomach tube 
hastens the time of onset of the anorexia character- 
tic of a deficiency of the vitamin B complex. His 
explanation is that significant amounts of vitamin 
B are carried off in the increased urinary output. 
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If the concentration of vitamin B in edema flyig 
is significantly less than that in the Circulating 
blood, a diuresis produced by digitalis or mercuria| 
diuretics might well be expected to hasten the de. 
velopment of clinically apparent vitamin B de. 
ficiency. 


Case 5. S.C., a 57-year-old man, was seen at home com- 
plaining of pains in the legs and back and diarrhea of 2 month’ 
duration. One year previously he had had intestinal ob. 
struction, and at operation a carcinoma of the colon wa; 
found. The entire right colon was resected. He gaine 
strength and felt extremely well for the next 10 months, byt 
intestinal obstruction recurred and a second operation re. 
vealed extensive intra-abdominal and intrahepatic metastases, 
A short-circuiting operation was performed, but the patient 
had had diarrhea steadily ever since. He had also ha 
considerable pain in the right lower quadrant of the ab. 
domen and had taken a great deal of codeine in an attempt 
to control it. He had recently shifted to morphine by mouth, 
but was still having three to five stools a day and considerable 
aching in the legs and back. X-ray films taken the preceding 
week had shown no changes in the spine, pelvis or femurs, 
He had lost about 25 pounds in the preceding 2 months, but 
still weighed about 200 pounds. 

Physical examination showed a well-developed and fairly 
well-nourished man who gave evidence of recent weight loss. 
The tongue and mouth were normal. There were multiple 
hard masses throughout the abdomen, and the liver was felt 
at the level of the umbilicus. 

A week later, in addition to having diarrhea, the patient 
began to vomit two or three times a day. Two weeks after 
the first examination the tongue was noted to be fiery red 
and dry. The vomiting and diarrhea continued. Three days 
later the mouth became sore, and a week later it showed 
many shallow ulcerations. No attempt was made to give 
parenteral nicotinic acid, thiamin or vitamin B complet. 
It was impossible to determine how much of the pain wa 
due to neuritis secondary to the vitamin B deficiency and 
how much to the known extensive carcinoma. Cure was in- 
possible, so that only palliation was attempted in the last! 
weeks of life. 


This fifty-seven-year-old man, who had extensive 
metastatic carcinoma of the liver and _peritonedl 
cavity, a short-circuiting bowel operation at 
diarrhea of two months’ duration, developed pellagr 
in the last two weeks of life. Profound malnutritio 
from chronic diarrhea, vomiting and_ extensive 
metastases in the liver were contributory facton. 


Case 6. A. F. M., a 72-year-old woman, was seen in 1936 
because of an extremely sore tongue of at least 5 years’ dutt 
tion. Three years previously she had been minutely studied 
in a teaching hospital because of the same complaint. Mode 
ate overweight, spoon-shaped fingernails and a smoot), 
shiny, red painful tongue were noted. Blood studies ruled 
out both pernicious anemia and hypochromic anemia, 7 
no clue to the painful glossitis was discovered. All the tect 
had been extracted some years previously, and double det 
tures had been worn ever since. » +. 108} 

In 1936 the tongue still looked the same as it had in! - 
with the exception that there were some small supers 
ulcerations at its tip. With the findings of Blankenhort ¢ 
Spies in mind, a diagnosis of glossitis from vitamia 
ficiency was made. A careful dietary history reve@ 
marked meat deficiency since the teeth had been extract 
and a partiality for white bread. : ‘aj 

During the next 2 years, tablets of brewer's yeast ~~ 
tinic acid and riboflavin were administered in large 1u™ - 
with no apparent effect except a mild psychologic wid 
Finally, because of obvious failure to influence the oo 
affliction therapeutic attempts were abandoned for | a 

In 1942, the patient began to lose weight at an re 
rate. There were few symptoms except the earlier oi 
sore tongue, increasing difficulty with vision owing esa 
racts, shortness of breath, and general weakness attr 
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arteriosclerotic heart disease. Extensive x-ray studies 
showed no evidence of organic disease other than arterio- 
Wo peiient’s own physician finally decided to try intra- 
muscular injections of liver. The result was teneulons, 
Practically from the date of the first injection she began to 
improve. The first symptom to disappear was the sore 
tongue, which had been present almost continuously for 11 
years. She next developed a ravenous appetite. In the en- 
suing 6 months she gained 20 pounds, and although she had 
not been expected to survive the winter, she became strong 


and well. 

This elderly woman with double dentures had had 
2 painful glossitis for eleven years that failed to 
respond to yeast, nicotinic acid and riboftavin by 
mouth but improved miraculously after injections 
of liver extract. Apparently the glossitis was of the 
type seen in sprue and pernicious anemia, which, 
as shown by Castle and his co-workers,” responds 
to liver extract orally or parenterally but not to 
orally administered components of the vitamin B 
group. Of considerable theoretica! interest is the 
fact that even after eleven years the glossitis was 
still a reversible process and was completely relieved 
by the intramuscular injection of liver extract. 

It seems not unlikely that a certain number of the 
symptoms usually associated with advanced age — 
mental confusion, loss of memory, disorientation 
at night, mildly paranoid ideas, asthenia, loss of 
appetite, weight loss and neuritis or rheumatic 
pains— are partially caused by vitamin B de- 
ficiency and not, as is usually assumed, solely by 
cerebral arteriosclerosis. 


Case 7. H. D., a 38-year-old farmer and shipyard worker, 
with an unusually strong frame and a tremendous capacity 
for hard manual labor, had had pains in the forearms and 
hands for about 6 months, and cramps in the forearms some- 
times kept him awake at night. Every morning it took him 
some time to limber up his fingers. Milking became extremely 
painful and using a hammer for more than an hour, as in 
shingling or caulking, became an impossibility. The hands 
and arms had never been frozen and the patient had not 
been exposed to lead paint or lead fumes for any period of 
time; he took alcohol only on rare occasions. 

Physical examination showed a robust, red-cheeked 
extremely healthy-looking man weighing about 200 pounds. 
He carried 10 to 20 pounds of extra fat. The tongue was 
entirely normal, and the rest of the examination was negative. 
There was no demonstrable weakness of the muscles of the 
hands or forearms, and all the reflexes were normal. 

Questioning as to diet revealed a special! liking for po- 
tatoes, of which the patient ate six or eight a day, and white 
bread and a distaste for meat. His daily schedule involved 
getting up at 6 a.m., doing the milking and farm chores, 
working at a shipyard from 8 a.m. to 4 p-m., resuming his 
farm work, delivering milk and getting to bed between 11 
Pm. and midnight. 

On the remote chance that the pains were due to neuritis 
‘sing from a relative vitamin B deficiency caused by the 
‘normous total metabolism, high-starch diet and low intake 
cy eamin B, 9 capsules of vitamin B complex were given 
aily by mouth and the patient was advised to take less 
potatoes and white bread. In 6 months the paresthesias had 


disappeared and the patient regained full use of his hands 
and arms. 


This extremely vigorous, active, overweight farmer 
and shipyard worker, who averaged fourteen to 
eighteen hours of physical labor daily, developed 
* Severe neuritis of both forearms and hands inter- 
fering seriously with his work. His diet was high in 
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calories and starch and relatively low in foods con- 
taining vitamin B. His neuritis cleared up when 
his diet was corrected and supplements of vitamin 
B were added. 

Obesity was possibly a minor contributory factor 
to the dietary deficiency in this case. It may 
contribute to vitamin B deficiency because it is 
always associated with an increase in total metabo- 
lism (Newburgh"), and because the more obese a 
person is the more likely his caloric vitamin B 
ratio (Cowgill*) is to be deficient. Adiposis dolorosa 
(Dercum’s disease'*"*), with its asthenia, neuritis 
and psychosis, sounds suspiciously like an extreme 
example of obesity predisposing to vitamin B de- 
ficiency. 


Case 8. E.G., a 22-year-old stenographer, was seen with 
typical scarlet fever on the 3rd day of her illness. It had 
begun as an extremely sore throat. The patient had had 
great difficulty swallowing even fluids. The temperature 
was 105°F. and the pulse 130. The throat showed extensive 
exudate on both tonsils, and the right tonsil was pushed 
forward. There was a typical scarlatiniform eruption. The 
heart had no murmurs, and there was no history of rheumatic 
fever, chorea or a previous peritonsillar abscess. 

The patient was hospitalized the next morning and was 
given antitoxin and sulfamerazine because she was extremely 
toxic. One day after admission the blood sulfamerazine level 
was zero, probably owing to an accidental confusion of blood 
samples, so that the drug was continued in full doses. The 
next day the level was 59 mg. per 100 cc. and the patient 
had oliguria. The drug was stopped and she was given 
glucose and saline infusions. Four days later the tem- 
perature fell to 100°F. Large quantities of urine were being 
excreted, but the patient had paranoid ideas, a gallop rhythm 
and what some observers called a pericardial friction rub but 
which I interpreted as a contact sound. At that time she 
looked a great deal better than she had when first seen 6 days 
before. The throat was much less sore, and she was able 
to swallow without much discomfort. The right tonsil was 
still pushed forward. There was fissuring at the outer cor- 
ners of the eyes and lips. The tongue was smooth and red, 
with occasional enlarged papillas protruding above the sur- 
face. The heart was rapid and regular at a rate of 120/140, 
and the temperature was still 100°F. There was a well- 
marked gallop rhythm, and the above-mentioned scratchy 
sound was synchronous with both the Ist and 2nd sounds 
at the lower end of the sternum. 

On the basis of paranoid ideas, cheilosis and embryocardia 
with gallop rhythm, a diagnosis of acute vitamin B deficiency 
was made. The contributory factors were sepsis, fever, in- 
ability to eat solid food for 8 days and intravenous infusions 
of glucose solution. A cardiac consultant made a diagnosis 
of acute rheumatic myocarditis and pericarditis, and the 
visiting physician a diagnosis of scarlet-fever heart. 

The patient improved rapidly from this time on, having 
begun to eat well. The next day, she became and remained 
mentally clear, the heart began to slow down, and the friction 
rub disappeared almost at once. 

Fifteen days after the onset of scarlet fever a peritonsillar 
abscess on the right ruptured spontaneously. At that time 
there were also migratory transient joint pains, with slight 
redness and limitation of motion for a few days. The electro- 
cardiogram never showed a PR interval greater than 0.18 
second, and all tracings showed a tendency to slight right- 
axis deviation. A soft apical systolic murmur developed, and 
the sedimentation rate was two or three times normal. 

From the 17th day of the illness there were no further joint 
pains, fever or any other symptoms. The convalescence was 
uninterrupted. The sedimentation rate finally became normal 
2 months after the first symptoms. When the patient was 
last seen, 10 weeks after the onset of the scarlet fever, the 
examination of the heart was entirely normal except for a 
faint apical systolic murmur, which was heard only when 
she was lying down and disappeared on exercise. 
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This healthy young woman with no previous history 
of rheumatic fever or any other type of heart disease 
developed paranoid ideas, cheilosis and tachycardia 
with gallop rhythm eight days after the onset of 
severe scarlet fever. The acute vitamin B deficiency 
was precipitated by fever, sepsis, inability to eat and 
intravenous infusions of glucose solution. It is im- 
possible to establish an exact diagnosis of the cardiac 
lesion. Unfortunately, there are no pathognomonic 
signs or laboratory tests for differentiating or diag- 
nosing some cases of rheumatic myocarditis, beri- 
beri heart and scarlet-fever heart. 

Wesselhoeft,!® from his extensive experience with 
scarlet fever, describes scarlet-fever heart as a 
transient affair lasting for a few days to three weeks. 
It usually consists in the development of murmurs, 
without irregularity in rhythm. The first sign is 
generally a split first sound. Abnormalities are 
likely to be noticed when the patient is first allowed 
out of bed. The murmur is extremely variable in 
time and character. It may occur in systole or 
diastole, but more frequently in the former. Some 
writers have emphasized that its occasional harsh- 
ness is somewhat suggestive of a slight friction rub 
at the base. The heart rate is not necessarily in- 
creased with the advent of these abnormal sounds, 
but quite independently of them there may occur 
a persistent tachycardia or even a relative brady- 
cardia. There is rarely any cardiac enlargement, 
and there is no precordial pain or discomfort. All 
these clinical signs usually disappear by the end 
of a week, and in marked cases in three or four 
weeks. Electrocardiographic changes are variable, 
inconstant and nonspecific. 

A similarity may be seen in this description be- 
tween scarlet-fever heart and the milder forms of 
beriberi heart disease (Weiss and Wilkins’). There 
are no clinical or laboratory tests that distinguish 
between them with certainty. The suggestion is 
made that they may be identical conditions. The 
excellent prognosis of practically all cases of scarlet- 
fever heart may be explained by the fact that once 
the acute sore throat of scarlet fever subsides the 
patient begins to eat. Also, the normal nutritional 
status of most persons preceding an attack of scarlet 
fever renders them less likely to develop the more 
advanced stages of beriberi heart disease. 


"A 


The above 8 cases of clinical vitamin B deficiency 
were seen in seven years of private practice. They 
have been reported in the hope of emphasizing the 
frequency with which this group of diseases occurs 
as a complication of many serious illnesses seen 
every day in practice. Therapy is self-evident if 
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the diagnosis is made. An acute awareness of the 
existence of such conditions is necessary if these 





cases are to be correctly diagnosed and treated ji 
their earlier stages. 


The precipitating or contributory factors in this 
small series were fever, a bizarre diet, chronic diar. 
rhea, poor teeth or poorly fitting dentures, pre. 


operative apprehension, infusions of glucose soly. 
tion, hard manual labor, obesity, drug addiction, 
diets rich in starch and sore throat or sore mouth, 
In any given case there was usually more than one 
factor. 


It may be repeated that symptoms of vitamin B 


deficiency may develop whenever an elevate 


metabolism 


occurs simultaneously with a def. 


ciency of vitamin B-containing substances in the 
diet or any interference with absorption from 
the gastrointestinal tract. These should be looked 
for in cases of fever, increased caloric intake, ip- 
creased muscular activity, hyperthyroidism, chronic 
diarrhea or vomiting and the like, with or without 
obvious limitation of intake or absorption of viti- 
min B-containing foods. 
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LAWRENCE CLINIC — McCARTHY AND ATKINSON 


THE PURPOSE AND ACCOMPLISHMENTS OF THE LAWRENCE CLINIC 


H. Frank McCartuy, M.D.,* anp Freprick C. Atkinson, M.D.t+ 


LAWRENCE, MASSACHUSETTS 


N 1936, one of us (H.F.M.) became convinced, 
| through observations made during the course of 
his practice, that there should be in Lawrence 
an institution devoted primarily to the care of the 
medically indigent. It was noted that because of the 
lack of adequate outpatient facilities, poor patients 
were prone to employ a physician or surgeon until 
their accumulated bills became prohibitive, and then, 
because of inability to pay the incurred debt, 
“shopped” from physician to physician. Because 
of numerous experiences of this sort, it was obvious 
that there was an urgent need for this charitable 
institution. Accordingly, the interest of the late 
Dr. W. Dacre Walker, a physician of influence and 
high repute in this community, was enlisted, and 
after considerable study and thought he gave the 
project his wholehearted support. Dr. Walker be- 
came the first president of the Board of Trustees 
and the first chief of staff. 

On November 13, 1936, the charter was granted 
and a group of outstanding lay persons consented 
to act as trustees. A meeting was held by nine 
representative physicians and dentists of the com- 
munity and plans to open a free outpatient clinic 
were formulated. Aided by funds and equipment 
donated by these physicians and dentists, on Jan- 
uary 6, 1937, the clinic made its inauspicious start, 
poorly housed in a somewhat dilapidated local 
building. A certain amount of criticism, which: is 
usually attendant on an innovation, was at first 
directed toward the clinic, owing to the mistaken 
impression that its primary purpose was the finan- 
cial gain of its sponsors. Criticism abated and sus- 
picions were allayed once the public became 
convinced of the worthiness and sincerity of the 
project. 

It was early recognized that the services of the 
clinic would be sought by many who could afford 
private care. Accordingly, rigid rules for admission 
were devised. It was decided that candidates for 
the clinic should be admitted only on the presenta- 
tion of a reference from a physician, dentist, minister 
or recognized charitable agency, stating that the 
bearer could not afford to pay for private care. In 
a few cases it was found that the referrer had recom- 
mended patients who were not financially deserving 
of clinic care. They were warned, and if the offense 
was repeated their privilege to refer patients was 
revoked. Again, on a few occasions it was found 
that physicians referred patients for special work, 
‘uch as laboratory or x-ray examination, who were 
hot eligible, but when it was explained to them 


*Chief-of-staff, Lawrence Clinic. 
tHead of Medical Department, Lawrence Clinic. 


that patients must also be of clinical status to re- 
ceive this care, the difficulty was eliminated. 


SociaL RELATIONS 


The case load in the early days of the clinic was 
extremely heavy because of conditions in the mills 
following the Depression. Recently, with the advent 
of war production, the load has dropped considerably 
and, for the first time in many years, people who were 
formerly on the relief rolls and had received free 
care at the clinic have become contributors to its 
support. This point is important, since in a com- 
munity of the type of Lawrence the borderline 
between prosperity and poverty is frequently the 
holding of a job. In the files of the clinic are hun- 
dreds of letters of gratitude written by former 
patients who wish it to be recognized that they 
have now assumed the role of givers rather than 
receivers. 

The clinic is at present maintained by public 
donations, which are solicited by mail. About 
$10,000 is received yearly from approximately 
3000 donors. There are a few large annual donations 
made from several organizations, but it is apparent 
from these figures that the bulk of the money 
received is in small amounts and is sent from a cross 
section of the working people of the community. 
A survey of the list of donors is convincing proof 
that the clinic is being largely supported by poten- 
tial patients, and a great many of their letters indi- 
cate that they are cognizant of this fact. 


STAFF 


The original charter members interested other 
members of the medical profession in the project. 
These physicians and dentists staffed the various 
departments and have given generously of their 
time year after year, with no remuneration other 
than the gratitude of the patients. Many of the 
original staff were young men, not too busy in their 
private practice and not at the time affiliated with 
any other local institution, so that they could afford 
to spend considerable time when the medical case 
studies were to their professional advantage. For 
the cases that require special study, ten outstanding 
Boston specialists act as consultants to the various 
departments, and the clinic has been accorded the 
privilege of referring to them such patients as require 
their attention. These men, also, have worked with- 
out financial remuneration. 

As in other instances, the war has brought special 
problems to this institution. As stated above, the 
clinic was originally staffed almost wholly by youth- 
ful physicians and dentists. Now that the various 
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branches of the service have recruited most of them, 
out of the original staff of fifty-two only nine are 
now active at the clinic. These men, however, can 
adequately handle the work because of the lighter 
case load resulting from improved economic con- 
ditions. 


ADMINISTRATION 


The number of paid workers at the clinic is eight, 
consisting of a superintendent, a secretary-book- 
keeper, a clerk, a laboratory technician, a medical 
assistant, a registered nurse, a dental hygienist and 
a janitor. These paid workers, however, are aug- 
mented by numerous volunteer workers in all 
departments from office work to medical assistance. 
Most of the administrative staff are underpaid in 
comparison to their efforts, but have stayed on in 
spite of opportunities for higher pay, feeling recom- 
pensed by the satisfaction that comes to those who 
render a community service. Through the kindness 
of a prominent local accountant, a bookkeeping 
system was installed, and this is audited yearly 
without charge. 


FACILITIES 


In April, 1940, after three years of operation in 
humble surroundings, the clinic moved to its present 
location. Under the supervision of the Board of 
Trustees, the building in which it is now housed was 
purchased, and although heavily mortgaged at the 
time of purchase, it was possible to renovate it 
completely and to equip each department with the 
most modern equipment. The rooms, which are 
clean and wholesome, are unpretentious and strictly 
utilitarian. Most of the available money was 
expended on,good medical equipment rather than in 
beautifying the surroundings. This, in the opinion 
of the staff, was much more advantageous to the 
patients’ welfare. All departments are well equipped, 
and they include a dental clinic with two chairs. 
Some of the departments are supported by various 
organizations, as in the case of the Eye, Ear, Nose 
and Throat Department, which is sponsored by 
the local Lions Club. 

Medicine is dispensed free or at cost. In 75 per 
cent of the cases it is given without charge. Appli- 
ances such as arch supports, eyeglasses and back 
braces are obtained for patients at cost, but if the 
latter are unable to pay even this amount, an 
endeavor is made to procure the appliances through 
some welfare organization. As a last resort, the 
clinic will purchase such appliances for a worthy 
patient. 

When a patient needs hospitalization for surgery, 
efforts are made to secure a free bed in a private 
hospital, and the clinic’s staff surgeons do the 
operating without charge. In certain cases patients 
are referred to the municipal hospital. 
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Among other facilities available to patients js , 
completely equipped x-ray department. Here als, 
the patient if financially able pays the exact cont 
of the material used. If he is unable to pay, the 
work is done free. The clinic has a well-equipped 
laboratory with a competent technician in charge. 

In June, 1938, a state venereal-disease clinic 
was assigned to the Lawrence Clinic. Needless t) 
remark, this is always one of the busiest department; 
The State reimburses the clinic on a per capita basis 
for each patient treated, and although no proj 
results from this arrangement, it makes this pare 
ticular department self-supporting. 

On first admission, a patient is requested to pay 
an admittance fee of 50 cents, and 25 cents for each 
successive visit. The admission fee was decided on 
as a morale factor and for its psychologic effec 
on the patient rather than for the financial aid 
expected from it. About 65 per cent of the patients 
are unable to pay even this small fee and are ad. 
mitted free. Their ability to pay or to receive fre 
care is determined on the first admission by the 
admitting clerk. The economic status of each pz 
tient is watched as carefully as possible, and m 
improvement in such status, the patient is urged t 
return to his family physician for medical care unt 
he again becomes eligible for clinic care. 


Lapies’ AUXILIARY 


Shortly after the opening of the clinic, many 
civic-minded women volunteered: their services to 
the institution in various ways. They often drove 
elderly patients to and from their homes, made med- 
cal supplies, sewed curtains and in many other ways 
assisted in the undertaking. This group was the 
nucleus of a larger group of women who formed tle 
Ladies’ Auxiliary. This auxiliary has been invaluable 
to the clinic. Its members have sponsored beneit 
parties and have raised considerable sums of mont}. 
They have been to a great extent a factor in po 
mulgating goodwill throughout the community and 
in helping to dissipate any latent suspicions thit 
might still be entertained regarding the purpot 
of the institution. 


* * * 


The clinic is about to enter on its seventh yt! 
of service to the medically indigent of Lawrent 
and the surrounding communities. During the p 
years approximately 100,000 treatments have bet! 
received by these people. If it is borne in mind th 
all the patients have been bona-fide charity patel 
it will be realized that the institution has justi 
its existence and established its position as 4 8° 
necessity. If in this period only a few human beings 
had been rehabilitated, — and there have been hut 
dreds,— the sponsors of the clinic would still tee 
that the end had been worth the means. 
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PIGMENTATION OF THE SKIN — JEGHERS 


MEDICAL PROGRESS 


PIGMENTATION OF THE SKIN (Concluded)* 
Harotp Jecuers, M.D.+ 


BOSTON 


MeLaNosis AsSOCIATED WITH AN INCREASED 
NuMBER OF MELANOBLASTS 


ECKER and Obermayer'” classify a number of 
pigmentary disturbances as melanosis asso- 
ciated with an increased number of melanoblasts 
(Table 2). Some of these are of general medical 
interest. ‘The increased melanoblasts of the blue 
nevus (see colored plate®®*) and of Mongolian spots 
(see colored plate’) are deep in the corium, so that 
the resulting melanin pigmentation appears blue. 
Blue nevi bear the same relation to Mongolian spots 
as the ordinary brown moles do to brown-pigmented 
skin3° Mongolian spots are frequently noted over 
sacral and other areas in the darker races and occa- 
sionally in the white-skinned races, and persist for 
a variable number of years after birth.?’ 
Ephelides (freckles)" 2 10% 103 gre due to in- 
creased aggregates of melanoblasts producing ac- 
centuated, sharply demarcated yellowish-brown 


areas, often zizzag in outline. They are more ob- 
vious in spring and summer, can be seen with Wood’s 


light when invisible to the naked eye (see illustra- 
tion®*”’), appear early in life but not in infancy, 
never occur on the palms and soles and are promi- 
nent on the exposed parts of the body, and the pre- 
disposition to them is an inherited dominant charac- 
teristic. They may be confused with lentigo and 
melanosis produced by disease. 

Melanotic neoplasms of the skin are frequently 
encountered. The difficulty of treating them and 
the frequency of metastasis from them are well 
known. Of significance here is the observation that 
aside from true metastases, malignant melanoma 
may cause a diffuse and marked melanin pigmenta- 
tion of the skin.3°*-*1° In a reported case (see illus- 
tration®®’) a white man became so dark in color 
that he was thought to be a Negro. 

Sharply outlined brown blotches, café au lait spots 
and large areas of brown skin pigmentation (see 
illustrations*41 412) are among the commonest features 
of neurofibromatosis (Recklinghausen’s disease), and 
‘n some reported series were noted in every pa- 
tent. 8 The pigmented spots are usually not 
congenital and may develop in childhood or later 
in life. The pigmentation in this disorder is con- 
sidered to be due to a localized anatomic anomaly 
*From the Evans Memorial, Massachusetts Memorials Hospitals; the 
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in the cutaneous nerve itself that produces the in- 
crease of melanin in the epidermis.* In its classic 
form neurofibromatosis is readily recognized. It is, 
however, not well appreciated that in the formes 
frustes*” *13 pigmented spots on the skin may be the 
only visible manifestation of the disorder. It is now 
well known that neurofibromatosis may involve 
many internal organs, including the bone, the 
central nervous system, and the endocrine organs, 
and it is therefore of general medical interest.*!® 3" 
The possibility of neurofibromatosis should not be 
overlooked in persons with patches of brown skin 
pigmentation of this type. 

Much interest has been aroused in recent years 
in a curious syndrome characterized by osteitis 
fibrosa disseminata, areas of pigmentation and a 
gonadal dysfunction, especially precocious puberty 
in the female.*!® 316 Jt has been referred to in the 
recent literature as osteitis fibrosa cystica (Al- 
bright) and Albright’s syndrome. The disorder is 
not due to parathyroid disease. The patchy skin 
pigmentation seen in this disorder is almost con- 
stantly present, is brown in color with no change 
in skin texture, is due to melanin, and on histologic 
examination is similar to the pigmentary lesion of 
neurofibromatosis (see illustrations*!5). The skin 
pigment is often distributed in the same general 
area of the body as that in which the cystic bones 
are located. Its occurrence in children, the pig- 
mented areas and endocrine stigmas, lack of general- 
ized decalcification and normal blood calcium and 
phosphorus values serve to distinguish this dis- 
order from hyperparathyroidism with osteitis fi- 
brosa cystica generalisata. Thannhauser*® has re- 
cently suggested, citing much evidence in support 
of his belief, that the pathogenesis of neurofibro- 
matosis and that of osteitis fibrosa cystica localisata 
and disseminata are related. He refers to them as 
neurofibromatosis (Recklinghausen) and osteitis 
fibrosa cystica localisata et disseminata (Reck- 
linghausen). The many similarities of the pig- 
mentary syndromes of both conditions are strikingly 
emphasized in his paper. 

Leschke’s syndrome,*!” the association of the pig- 
mentary syndrome of neurofibromatosis with an 
endocrine syndrome, is probably only a variant of 
neurofibromatosis. It has been especially em- 
phasized in the German literature (see illustration*"*). 

The association of skin melanomatosis with 
melanomatosis of the central nervous system, aside 
from the possibility of a skin melanoma metastasiz- 
ing there, has been reported *!® *2° and is considered 
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a congenital neurocutaneous syndrome and grouped 
with tuberous sclerosis of Bourneville and Brissand, 
neurofibromatosis and hemangiomas of the meninges 
associated with similar nevi of the skin. The pig- 
mented spot that occasionally occurs on the back 
over the site of a spina bifida occulta probably 
also belongs in this group of pigmentation due to 
increased melanoblasts. 


HEMOGLOBIN PIGMENTATIONS 


Variations in skin color produced by changes in 
the amount or nature of the hemoglobin contained 
in the capillaries and subpapillary plexuses of the 
skin are far more frequent in medical practice than 
are the types due to deposition of an exogenous 
or endogenous pigment in the tissues of the skin. 
This review does not cover them in any detail, but 
the more important ones will be mentioned so that 
the wide range of possible skin color change will 
not be overlooked. 

Environmental and emotional control of skin 
capillaries may cause a red-flushed, a pale or a 
cyanotic skin. Pallor due to anemia, the reddish- 
blue facies of polycythemia vera (see colored plate*’), 
the cherry-red color of carboxyhemoglobinemia (see 
colored plate*”), the bright red color of nitricoxide- 
hemoglobinemia which may result from poisoning 
by fumes from combustion of explosives, the 
chocolate-blue color of methemoglobinemia (see 
colored illustration®”) and the lead or mauve-blue 
color of sulfhemoglobinemia are striking and con- 
trasting examples. The color of cyanosis due to 
increased reduced hemoglobin may vary from the 
deep purplish blue (see colored plate**) of strangu- 
lation to the heliotrope cyanosis (see colored plate**®) 
noted in certain types of pneumonia. Lewis’s* col- 
ored plates for the study of cyanosis illustrate the 
many tones and hues that the skin color may mani- 
fest in this condition. A predominance of oxyhemo- 
globin in the skin color accounts for the redness of 
such conditions as the flushed face of alcoholism, 
the emotional blush, erythemas and inflammatory 
lesions. Hydrocyanic acid combines poorly with 
hemoglobin or oxyhemoglobin, but combines readily 
with methemoglobin to form cyanhemoglobin, 
which differs from ordinary hemoglobin in its bright- 
red color. This compound is responsible for the 
bright ecchymotic spots often seen in the skin of 
patients who have died from hydrocyanic poison- 
ing.*6 Pronounced melanin pigmentation of the 
skin may serve to screen out influence on skin 
color due to hemoglobin variations, — that is, in 
Negroes, — but this is not generally so marked for 
mucous membranes. 


METALLIC PIGMENTATIONS OF THE SKIN 


Hemosiderosis 


“‘Hemosiderin” is the name applied to an iron- 
containing pigment that mainly occurs in the body 
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as a result of local or general destruction of blood 
and in hemochromatosis. ‘‘Hemosiderosis” jg : 
general term used to designate the process charg. 
terized by deposition of hemosiderin pigment in the 
superficial corium, with resultant Pigmentation, 
How much of the pigmentation can be directly 
attributed to hemosiderin deposition alone and hoy 
much to melanin production initiated through some 
local action or through deposition of hemosideriy 
in the adrenal glands is not entirely clear. In som 
forms of hemosiderosis,an accompanying melaniy 
pigmentation — that is, hemochromatosis — js cop. 
mon. Hemochromatosis and a variety of hem. 
tologic disorders are the main systemic causes of 
hemosiderin formation. The most frequent type, 
however, occur on the lower legs because of a variety 
of combinations of local and systemic disturbance: 

Hemochromatosis. Pigmentation of the skin is one 
of the most constant and characteristic features of 
hemochromatosis. Butt and Wilder*’ noted it 
absence in only 1 of 30 cases studied by them. Cas 
reports stressing the rarity of its absence attest to 
the almost constant presence of the pigment: 
tion.*?® 829 This may appear late in the disease, 
but it is often present for years and is frequently 
the first symptom to attract attention.*® 

A detailed discussion of skin pigmentation is 
given by Sheldon*°® and Hellier.**! Hemofuscin, 
an iron-free pigment, although usually present in 
hemochromatosis is not highly important in 
causing skin pigmentation. Melanin and hemo 
siderin are the two pigments concerned with the 
changes in color of the skin. Hemosiderin ss 
found chiefly in the corium, mainly in the neighbor 
hood of the sweat glands, and perhaps to some degret 
in the deeper epidermis.*° It is at times solely 
responsible for pigmentation of a_ bluish-blaci, 
slate or lead color, which is sometimes generalized 
but is always more marked on the face, the neti, 
the extensor surfaces of the limbs and usually the 
external genitalia.**® %1 Melanin is found in the 
deepest layers of epidermis and occasionally to# 
small degree in the chromatophores of the corum 
Alone, it causes the usual brownish type of pit 
mentation characteristic of melanin pigmentatio. 

It appears from case reports that melanin tends 
to be the earlier type of pigmentation. This is sit 
gested by the almost constant presence of heme 
siderin in the skin in autopsy reports, whereas mall 
biopsy studies of the pigmented skin at eatltt 
stages reveal no hemosiderin. When both pr 
ments are present, melanin modifies the colo 
and blends the slate gray of hemosiderin Wt 
brown to give a bronzed appearance**! (see color 
plates*?-%>) , 

Hellier**! records the findings of the skin histology 
of 57 cases from the literature and his own as © 
lows: hemosiderin was present in 48 cases, absett 
in 5, and not mentioned in 4; melanin was presell 
in 35 cases, absent in 12, and not mentioned 0 ™ 
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In 8 cases hemosiderin was present without melanin; 
7 of these patients had a slate-gray or bluish color. 
It is evident that melanin pigmentation Is far more 
frequent and contributes more to the skin color than 
is generally appreciated. The classic bronze color 
may depend on this frequent combination of the two 
pigments. ‘The early appearance in the skin of 
melanin pigmentation alone suggests that the 
mechanism is related either to hemosiderin deposi- 
tion in the adrenal glands or perhaps to cortical 
dysfunction of some other nature. #1 

‘In Sheldon’s®*° extensive review the mucous mem- 
branes were reported as pigmented in 16.7 per cent 
of the cases studied — usually in the mouth and next 
most frequently in the conjunctivas. The pigment 
was apparently of the melanin type, although one 
report of the demonstration of hemosiderin was 
given. 

The intensity of the pigmentation has been re- 
ported as occasionally increasing noticeably shortly 
before death,**° and also as diminishing rapidly when 
the diabetes accompanying the disorder is con- 
trolled with insulin.#® This is usually attributed 
to a metabolic change within the skin cells that 
alters its optical character rather than to dissolution 
or removal of the pigment.**° 

Skin biopsy in hemochromatosis is often poorly 
handled for the best results. The pigments are 
diffusely deposited in the skin over the entire body. 
Qne should avoid taking the skin from the legs, 
over pressure areas or irritated areas or from a body 
fold. Hemorrhagic disorders and blood dyscrasia 
as causes Of hemosiderin formation must be ex- 
cluded by appropriate hematologic studies. A re- 
quest should be made for the study of melanin 
pigmentation as well as: of stains for the iron-pig- 
ment fraction. Other aids to the diagnosis of hemo- 
chromatosis are Rous’s test of the urine sediment,**” 
examination of sediment from ascitic fluid for iron 
pigment,** the presence of insulin-resistant dia- 
betes’? or, for that matter, any degree of diabetes 
ina pigmented patient or diabetes with an elevated 
basal metabolic rate, pigmentation in a patient 
with ascites, cirrhosis or an enlarged liver, Fish- 
back’s skin test*° and evidence of sexual hypo- 
plasia,*#1 

Hemosiderosis of the lower legs. Hemosiderosis of 
he lower legs with skin pigmentation is frequently 
"countered in both general and dermatologic 
practice. Either gross or microscopic extravasation 
shiping into the skin for long periods of time 

eposition of hemosiderin pigment in the 
tie wie gradually to pigmentation of the skin, 
iar rownish, sepia or copper hue. It may be 
Iie a or centered about ulcers of all types. 
~ st seen with the stasis of varicose veins 
eit Is not uncommon in patients with other types 

stasis, for example. chroni i 

+ sci lia ple, chronic ascites. ; 
baie : ory and other stimulants for melanin 

are also present. Patients with this type 
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of leg pigmentation who have glycosuria, an en- 
larged liver, cirrhosis, ascites and so forth are 
often erroneously suspected of having hemochro- 
matosis and a biopsy specimen of skin is taken 
from the pigmented area, the report of which leads 
to more confusion. 

Supporting pressure on the tissues from shoes 
tends to protect the feet from the hemosid- 
erosis. It is likely to commence near the ankle, 
to extend a variable distance toward the knee and 
to be more prominent anteriorly than posteriorly. 
Any hemorrhagic disorder if chronic, increased 
fragility of capillaries, diminished tissue elasticity 
of old age and so forth, if added to venous stasis, 
may accentuate the development of the process. 

Of general medical interest is the occurrence of 
this type of skin pigmentation as a sequela of re- 
peated mild trauma to the lower legs, in stasis from 
varicosities and probably other causes, in hemo- 
chromatosis (here diffuse over the body and not 
limited to the legs); about the leg ulcers in sickle- 
cell anemia,!"* congenital hemolytic jaundice,!7!:!” 
in Cushing’s disease,?7° Gaucher’s disease,!** in per- 
nio,*” and probably in other conditions. The oc- 
currence of pigmentation on the lower legs, espe- 
cially in a young person without varicose veins, 
may be a clinical finding of some significance. 
Of dermatologic interest are Schamberg’s dis- 
ease*’. 54 (see colored plate***), Majocchi’s disease™ 
and others.*, 46.347 ‘These disorders are listed in 
Table 3. 


Argyria 


Argyria is the pigmentation resulting from dep- 
osition of silver in the corium of the skin and mu- 
cous membranes. The monograph on argyria by 


TaBLe 3. Causes of Hemosiderosis of the Lower Legs. 








CauSsEs OF 
DerMaTo.Locic INTEREST 
Schamberg’s disease 
Majocchi’s disease 
Pigmented purpuric lichenoid 
dermatitis 


Causes or GENERAL 
Mepica. INTEREST 


Repeated minor trauma 

Venous stasis of leg veins, 
especially from varicose veins 

Hemochromatosis 

Gaucher’s disease 

Cushing’s syndrome 

Pernio* 

Congenital hemolytic jaundice* 

Sickle-cell anemia* 





*Included in this tabulation on circumstantial evidence. The nature of the 
pigmentation is not clearly stated in the available literature. 


Hill and Pillsbury*** based on over six hundred 


references attests to the world-wide interest in 
this subject. Any silver compound is capable of 
producing argyria when used for a sufficiently long 
period of time by any route of administration other 
than the intact skin. Argyria may result from the 
therapeutic use of silver as well as industrial ex- 
posure to it.*4® The incidence of the condition ap- 
pears to be increasing.*** *5° Silver is accumulated 
in the body over many years, and argyria develops 
when a sufficient amount has been deposited in the 
skin. The last silver preparation used before the 
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appearance of argyria is often erroneously blamed; 
if not sufficiently large in itself, it was only the 
amount that, added to previously stored silver, 
allowed the visual threshold to be reached. Silver 
can be demonstrated quantitatively in the skin by 
spectroscopic examination long before it is clinically 
observable. 

Argyria is permanent and, other than the cos- 
metic disfiguration, has no effect on health. No 
adequate method of treatment is available, but 
small areas may be partially bleached.*™ Silver is 
deposited uniformly over all skin and mucous mem- 
brane surfaces in the corium but not in the epithe- 
lium. The areas of the body exposed to sunlight 
become strikingly accentuated, and such exposure 
should be strictly avoided by those with argyria of 
even minimal degree. Histologic diagnosis can 
readily be made from a skin biopsy.*™ 

Argyria is clinically most pronounced on the face, 
hands, conjunctivas and fingernails. Because of 
pigment deposition in the corium, the color of 
argyria is usually described as slate gray, blue gray 
or lead, or in other words a blue varying from 
gray to blue (see colored illustration*®). The 
ability of the pigmentation to simulate cyanosis is 
striking.** #9 Levine and Smith** recently re- 
ported 5 cases of argyria erroneously treated for 
cardiac disease because the argyria pigmentation 
had been mistaken for cyanosis. This has occurred 
in 3 patients studied at the Boston City Hospital. 
If the pigmentation is predominantly of a lead 
rather than a blue hue, the condition may be con- 
fused with melanosis or hemochromatosis. 
Chrysiasts 

Schmidt*™+355 has presented a valuable review of 
chrysiasis. He defines it as “a permanent pig- 
mentation of the skin caused by the parenteral 
use of a gold preparation and the subsequent ex- 
posure of the skin to ultraviolet radiation, including 
sunlight.” This potential hazard should be known 
to all physicians using gold. Chrysiasis is not un- 
common after its excessive use.** A latent period 
of one month to five years may elapse before the 
skin pigmentation makes its appearance; it then 
persists permanently. Lorenzen’s*™ study showed 
that “‘no patient receiving a total dose of less than 
50 mg. of gold sodium thiosulfate per kilogram of 
body weight had definite chrysiasis and that no 
patient escaped having the condition if the total 
dose received was 150 mg. per kilogram of body 
weight.” Cases in the earlier literature were noted 
after the gold therapy of tuberculosis, but gold 
therapy has been extensively used in arthritis in 
recent years, apparently without causing chry- 
siasis.*°° The disease may appear only after a long 
latent period, so that a long follow-up is needed for 
one to be certain on this point. 

The involved skin has been described as uniformly 
gray, slate gray, grayish purple, grayish blue, 
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bluish violet, blue green and brownish yellow. 
Chrysiasis appears after exposure to sunlight and 
is usually limited to the exposed portions of the 
body — the face, neck, arms, hands and scleras. 
The mucosa of the mouth is usually not stained 
Predominant deposition in the upper corium ac. 
counts for the characteristic gray to blue hue of the 
skin pigmentation. Diagnosis can be made from 
dark-field study of histologic sections.*** *57 Treg. 
ment is not successful. Prophylaxis depends on, 
minimal dosage of gold salts and avoidance of undue 
exposure to sunlight or ultraviolet radiation. 


Bismuthia 


The prolonged oral use of bismuth has been re 
ported as rarely producing a generalized persistent 
skin discoloration (see colored plate*®*) resembling 
argyria that has been called “bismuthia.” The 
and oral mucosa are _ pigmented, 
Bismuth is identified by chemical examination. The 
pigment granules are seen on histologic study to be 
evenly scattered through the corium. The rarity 
of this condition in spite of the common use of 
bismuth is worthy of emphasis. The factors essen- 
tial for its production are not known. A black line 
of bismuth sulfide along the gums near the teeth is 
frequently seen in persons treated with bismuth.” 
Tartar deposits on the teeth accentuate its form 
tion. Pigmentation of the tongue and_ buccl 
mucosa is a warning symptom of impending stom 
titis and nephritis.**° . 

Wiener*®® reported a case of bismuth pigmentation 
of the entire vagina in a syphilitic woman with 
ulcerative cervical cancer who had received bismuth 
therapy. This clinical syndrome appears at firs 
glance to be analogous to the bismuth pigmentatia 
of the gums, but may be more complex. Sulma 
et al.3 treated 122 female albino rats with daily 
injections of bismuth and estrogenic or gonadotropit 
hormone preparations. Thirty to 80 per cent d 
the animals showed bismuth pigmentation of the 
vagina, but 60 control female rats treated with br 
muth alone showed no blackening of the vagité 
The pigmentation was believed to have been 0 
ditioned by hyperemia of the vagina from the 
hormone therapy, together with some unknow 
factor causing selective fixation of bismuth i the 
vagina. 


Hydrargyria 


Face creams containing mercury or mercury ant 
bismuth may produce a peculiar discoloration | 
the skin (a brownish, gray or slate color), usua!] 
of the face and neck and limited to the areas W “ 
the material is applied, with accentuation ™ ~~ 
folds (see illustration*®). Biopsy material - ; 
mercurial deposits in the epithelium and corium. i 
This type of pigmentation is purely of local orig” 
Goeckermann** has commented on the ease ™ 
which it has been confused with pigmentation 
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systemic origin. The differential diagnosis of facial 
igmentations is given in detail by Hollander*® 


and others.”°* 365 


Lead Pigmentation 

The deposition of lead as lead sulfide within the 
tissue of the gums about | mm. from the border of 
the teeth, producing the so-called “‘lead line” or 
“Burtonian line” is widely recognized as one of the 
characteristic but not constant signs of lead 


poisoning. Lead does not cause pigmentation of 
the skin. The ashen-lead color of the face and pallor 
of the lips noted in lead poisoning is believed to be 
due not only to anemia but in addition to a possible 
action of lead on the skin capillaries.**¢- 367 


Iron Pigmentation 


A permanent tattoo type of brown pigmentation 
of the skin may result if ferrous sulfate or ferric 
chloride solution along with solution of lead or 
aluminum acetate is used on a vesicular or open skin 
lesion, allowing contact of the chemical with the 
corium. Pigmentation is due to dyeing of the corium 
with basic ferric acetate. Other agents than acetate 
may likewise enable iron to fix itself permanently 
to the protein molecule.****7° This type of pig- 
mentation is purely of local origin. In contrast to 
hemosiderin, metallic iron does not cause pigmen- 
tation of the skin through systemic action. 


MIscELLANEOUS PIGMENTATIONS 
Porphyria 

Watson*”! in reviewing the clinical features of por- 
phyria points out that pigmentation of the skin 
isnot uncommon in this disorder but that the nature 
of the pigment has not yet been determined. In 
congenital porphyria, he adds, uroporphyrin has been 
identified in the epithelial cells, where it is un- 
doubtedly responsible, at least in part, for the 
marked sensitivity to light, a phenomenon that is 
usually absent in the intermittent acute type. In 
the congenital form of porphyria the teeth may be 
stained pink (see colored plate*?”), 

Pigmentation of the skin in the intermittent 
acute types of porphyria is much more prominent 
on the exposed surfaces than on others; it may be 
patchy or diffuse, but at times covers the entire 
body and is bronze. Watson” has not noted pig- 
mentation of the mouth or other mucous mem- 
branes, a point also made by Nesbitt.3% Vitiligo was 
noted in 1 patient,37! an observation suggesting a 
disturbance of melanogenesis in the skin. Whether 
the responsible pigment is melanin is not known. 
Porphobilin, a red-brown pigment occurring in 
porphyria, somewhat similar to urobilin but not 
having porphyrin characteristics, may be related 
to the skin color.37! It would be quite compatible 
with its physical characteristics to find deposits 
ofitin the skin2” Turner and Obermayer*’® report 
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a case of porphyria accompanied by epidermolysis 
bullosa, hypertrichosis and melanosis. 


Methemalbuminemia 


Fairley'®*.!7° has recently given a detailed account 
of the blood pigment methemalbumin, first described 
by him in 1934. The chocolate-brown color it 
gives to plasma and its absorption characteristic 
on spectral analysis are so similar to the effects of 
methemoglobin that they have in the past been 
readily confused. It is pointed out that both 
methemoglobin and sulfhemoglobin are essentially 
confined within the red cells and that the term 
“‘methemoglobincythemia” should replace “‘methemo- 
globinemia” and “sulfhemoglobincythemia” should 
replace “sulfhemoglobinemia.” Methemalbumin, on 
the other hand, is found only in the plasma. Hematin 
cannot exist as such in the circulating blood, and 
when formed combines with serum albumin to form 
methemalbumin. Methemalbumin is responsible 
for the brown color of plasma in blackwater fever 
and may be present in variable amounts in other 
hemolytic anemias. How much influence this pig- 
ment has clinically in causing changes in skin color 
is not clearly stated in the literature. 


Malarial Pigmentation 


Books on differential diagnosis commonly list 
chronic malaria among the disorders causing skin 
pigmentation. Some melanin pigmentation no 
doubt occurs, but the pigment problem in malaria is 
by no means simple. It is well known that the 
malarial pigment hematin is widely deposited in 
tissues, particularly in those of certain visceral 
organs. Furthermore, hemosiderin is formed.*”® 
Jaundice occurs in some forms of malaria. Hemo- 
globinemia and methemalbuminemia occur in black- 
water fever.'®: 875 Strong’s*”® monograph on tropical 
medicine gives a detailed discussion of this complex 
subject. 


Pigmentation Due to Other Medicinal Agents 


Many colored chemicals, used either thera- 
peutically or diagnostically or acting as poisons, often 
produce temporary skin discoloration. All phy- 
sicians are familiar with some of these substances. 
Typical of this group are methylene blue, injectable 
Prontosil, Evans blue, Congo red, acriflavine, san- 
tonin, atabrine, dinitrophenol and many others. 


Other Pigmentations 

Vitiligo and gray hair. Vitiligo and canities repre- 
sent diminution or absence of normal pigmentation 
of the skin and hair, respectively. Vitiligo stands in 
strong contrast to the hyperpigmentation of the 
skin discussed in this paper. It is beyond the scope 
of this review to discuss these subjects in detail. 
Considerable interest now centers in the possibility 
that the presence of gray hair is in some way re- 
lated to a deficiency of one or more of the factors 














of the vitamin B complex. An appraisal of the 
therapeutic efficacy of vitamin treatment of gray 
hair is not warranted at present. The status of 
this subject is given in two recent reviews. *77- 378 
Undoubtedly there is much to be learned about the 
systemic causes and associations of gray hair, as 
witness its occurrence in such widely separated dis- 
orders as pernicious anemia, Werner’s syndrome?” 
and the Vogt—Koyanogi syndrome.*”® 

It is of considerable interest that patches of 
vitiligo not uncommonly coexist in the very skin 
showing hyperpigmentation. Vitiligo occurs in 
Addison’s disease, hyperthyroidism, scleroderma, 
arseAic poisoning, pernicious anemia and many 
of the other diseases with melanin skin pigmenta- 
tion. These paradoxical combinations at present 
admit of no clear-cut explanation. Vitiligo may result 
from a variety of local skin lesions, a subject well 
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Roumanians, Chinese, Syrians and others. }, 
gives an excellent description of physiologic or 
pigmentation, which is minimal in infancy an 
complete by the end of the second decade. Prin 
and Greenbaum** discuss in some detail racial 
physiologic oral pigmentation. The work of Be. 
ker,2° Laidlaw*®* and others showed that in the ma. 
jority of white persons pigment cells (melanoblasts) 
can be demonstrated microscopically in the om 
mucosa even if pigmentation is not grossly obser. 
able. These pigment cells are therefore subject ty 
many of the same factors known to influence 
similar cells in the skin. It follows that oral pig 
mentation is of far more clinical significance in; 
person of light than in one of dark complexion but 
is not itself of diagnostic value. Furthermor, 
many local exogenous pigmentations occur, chiefly 
from metals, and usually stain the gum margin 











Usvuatty Present OccasIONALLY PRESENT 







Gaucher’s disease 
Niemann-Pick’s disease 


Pallor (anemia) 
Cyanosis (reduced hemoglobin) 










Erythremia Vagabonds’ disease 
Jaundice Pernicious anemiat 
Addison’s disease Hemochromatosis 
Argyria Arsenic poisoning 





Acanthosis nigricans Scleroderma 






Lead poisoning Tuberculosis 
Bismuthia Malaria 
Normally (darker racial groups) Cachexia 





Methemoglobinemia 
Sulfhemoglobinemia 
Carboxyhemoglobinemia 


Hyperthyroidism 









Rare ty or NEvER Present 


PiGMENTATION oF MouTH 
WITHOUT SKIN 
PicmenTtaTion§ { 


Carotenemia Lead (Burtonian) line 


Sprue Bismuth linet 
Hodgkin’s disease Argyria 
Chrysiasis Hydrargyria 
Pellagra Chalcosis (copper 
Porphyria pigmentation) 


Zinc pigmentation 
Charcoal (in tooth powder) 
Smokers’ patch 

Tobacco chewing 















tBismuth pigmentation of skin (bismuthia) is a great rarity. 







9For further information on this group see references.3#!-384 








discussed in the standard textbooks on dermatology. 
Vitiligo also frequently occurs without any apparent 
local or systemic cause. 

It is also of interest that Mussio Fournier, 
Cervino and Conti*** have reported using pituitary 
melanophore hormone preparation for the treatment 
of vitiligo, apparently with some success, whether 
this preparation was given intradermally, locally 
by electrical transfer or parenterally. 

Pigmentation of mucous membranes of mouth. 
The value and limitations of pigmentation of the 
mucous membranes of the mouth as a diagnostic 
sign of systemic disease appear to be poorly under- 
stood. Many physicians associate it exclusively 
with Addison’s disease. The literature contains a 
number of excellent discussions of this subject.3#!-#85 

Oral pigmentation (melanoplakia) is normally a 
racial peculiarity. Monash?® demonstrated that 
only 5 per cent of 200 Negroes showed no pigmented 
areas in the mouth. During a six-month period 
he noted oral pigmentation in 30 persons of various 
racial groups including Italians, Jews, Greeks, 























*The tabulation based on general medical literature. Sufficient data to classify every pigmentary disorder are not available. 
tFrequency appears less in the current literature than in the older literature. 


§Metals usually present a metallic sulfide line in the gums near the teeth, which is oceasionally present more diffusely. 


near the teeth and occasionally the tissues else 
where in the mouth. Not all mouth pigmentatits 
are due to melanin. Furthermore, melanin pt 
mentation, if deep in the tissues, may look blu 
and be confused with cyanosis. Diffuse oral argym 
is common. Jaundice is readily detected in the 
mucous membranes of the mouth, as are all th 
hemoglobin pigments. Table 4 contains statist 
based on the literature that may be of diagnostt 
value if interpreted in the light of the aforemention 
discussion. 

External pigmentation of eye. The accompan): 
ing presence, and in some cases the persistent # 
sence, of pigmentation of the various extem 
membranes of the eye —the palpebral and i 
bar conjunctivas, sclera and cornea — a8 Tet 
to various skin pigmentations is of considera It 
general clinical interest and often of diagnost 


aid.108 183, 226, 367, 387, 388 At times the nature of th 


: : nit 
extraocular pigmentary syndrome is pathognom? 
Examination of the eye must be made in 4 f 
light, not omitting an oblique view. The 
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a magnifying lens is helpful. Co-operation with 
an ophthalmologist to secure inspection with a 
slit lamp and corneal microscope may enable 
one to detect pigmentary deposits long before they 
are evident in the skin, for example, in ochronosis 
and argyria. Observation with fluorescent light 


enables pigmentation not visible in ordinary light 
to be seen.2°? Table 5 contains information that 


Taste 5. Diagnostic Value of the Association of the Absence 
or Presence of Pigmentation of the External Portion of the 
Eye with Skin Pigmentation.* 








PIGMENTATION OF 
Eve wiTHout 
PIGMENTATION OF 
Sxint 


Blue scleras of 
osteogenesis im- 
perfecta 

Kayser-Fleischer ring 
of Wilson’s disease 

Pigmeartation of 
chromium workers 

Chalcosis (copper 
pigmentation) 

Siderosis bulbi 


PIGMENTATION OF 
SKIN WITHOUT 
PicMENTATION oF Eye 


PIGMENTATION OF 
Eye anp SKIN 


Carotenemia 


Jaundice 
Atabrine pigmentation 


Ochronosis 
Gaucher’s disease 
Hemochromatosis 
(less than 15 per cent) 
Argyria 
Chrysiasis 
Bismuthia 
Melanin 
pigmentation? 
Pseudojaundice (picric 
acid pigmentation) 
Cyanosis§ 
Pallor (anemia) 





*Sufficient data to classify every pigmentary disorder are not available; 
only the combinations found fairly consistently are listed. 


tSee references 387.388 for further data on these conditions. 

tMelanin pigmentations of the skin are only occasionally associated with 
extraocular melanosis. 

§Cyanosis is more difficult to detect in the conjunctivas than in the mucous 


membranes of the mouth. 
may be of some aid in orienting the reader to the 
diagnostic possibilities of the associations mentioned. 
The lists are by no means complete, since clear-cut 
statements concerning extraocular pigmentation 
in many pigmentary disorders are not given in 
the available literature. It should not be over- 
looked that melanoblasts have been demonstrated 
in the conjunctival mucosa!®* and that in certain 
diseases they are potentially capable of causing a 
clinically detectable melanin pigmentation. It is 
not clear from the literature how frequently extra- 
ocular melanosis occurs in the various diseases with 
skin melanosis. It should not be confused with the 
pigmentary disturbances of the retina and choroid, 
for example, retinitis pigmentosa. Rarely a systemic 
disorder such as Addison’s disease causes pigmen- 
tation of the retina that can be seen on ophthalmo- 
scopic examination.®89 

Pigmentation of fingernails. In contrast to the 
observation of the mouth and eyes, that for changes 
in the color of the fingernails in systemic disorders 
with pigmentation is of limited clinical value. That 
the fingernails may be pigmented was well shown 
by Monash,*°° who found that such pigmentation 
in Negroes is a normal finding of common occur- 
fence, usually in the form of pigmented longitudinal 
stripes, and in darker-skinned Negroes in that of 
a diffuse pigmentation in addition. Pigmentation 
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of the fingernails may occur in white persons with 
disorders likely to produce marked melanosis of 
the skin, such as Addison’s disease*® (see illus- 
tration™®). Mees’s stripe in arsenic poisoning?! #% 
may be simulated by other white striae*®: * (see 
colored plate™). The striped area when shed can 
be analyzed for arsenic. Argyria causes pigmen- 
tation resembling cyanosis, but capillaroscopic 
examination of the nailbeds reveals a normal 
capillary blood flow.*%* Gold therapy is said to 
pigment the nails.**! Pigmentation of the finger- 
nails during hyperthyroidism has been reported.*% 
The use of phenolphthalein is listed as rarely caus- 
ing a bluish discoloration of the fingernails.5% 


LaBoraTory DiacGnosis OF THE CAUSES OF SKIN 
PIGMENTATION 


The limitations of the human eye in analyzing 
the causes of skin color changes should. be apparent 
from what has been written. Spectrophotometric 
analysis of the skin allows recognition of both the 
amount and nature of the pigments present, but 
unfortunately the complicated technic and costly 
apparatus required limit its use to research studies. 
Under fluorescent light, some pigmentations not 
visible to the eye in daylight or artificial light can 
be readily seen (see illustration®*®’). A routine his- 
tory and physical examination and the ordinary 
laboratory work clarify the cause in most cases. 
The red-cell count and hemoglobin determination 
reveal an increase or diminution of hemoglobin in 
the blood. Spectroscopic examination of the blood 
detects methhemoglobinocythemia, sulfhemoglobino- 
cythemia, carboxyhemoglobinemia and methemal- 
buminemia. Cyanosis not due to other hemo- 
globin derivatives is caused by increased amounts 
of reduced hemoglobin. Porphyrins can be detected 
in the urine in porphyria by spectroscopic examina- 
tion. The quantitative van den Bergh test of serum 
for jaundice and the Greene-Blackford test for 
carotenemia are highly specific. Picramic acid and 
atabrine can be detected chemically in the urine. 
Rous’s test of the urine for hemochromatosis, al- 
though not entirely specific, is frequently employed. 
All these tests are for pigments present in the blood 
or urine. The Brugsch test and the histamine 
wheal test for jaundice, as well as the Fishback 
test*° for hemochromatosis, are skin tests occasion- 
ally used. 

Pigments deposited in the skin tissues may be 
studied by histologic examination of tissue obtained 
by biopsy. In a general hospital this method is 
rarely utilized to its full advantage. Requests are 
usually made by the physician, who understands 
but little of dermatology and less of the methods 
and limitation of histologic study of the skin. Skin 
biopsy specimens are often taken by a surgeon who 
not only has a limited knowledge of skin pigmenta- 
tion butis often further handicapped by being given 
no specific directions concerning the most desirable 
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place from which to take the specimen. 
studies are specifically requested, 
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Unless 
the pathology 


department is likely to fix and stain these specimens 
in the same manner as other types of biopsy material. 

It is generally agreed by dermopathologists that 
skin biopsy specimens routinely fixed in formal- 
dehyde and stained with hematoxylin and eosin 
are not adequate for the study of cytology and 
especially for evaluation of the cause of pigmen- 
tation.*®8 Bloch’s Dopa reaction to detect activity 
of melanoblasts,'* Masson’s trichrome stain for 
cellular detail,?% silver stains to demonstrate local- 
ization and extent of melanin pigmentation, Os- 
borne’s method for demonstrating arsenic crystals 
in the skin,?"” special fixatives. for skin tissue, dark- 
field examination of sections lightly stained with 
polychrome methylene blue, which enables one to 
visualize the various metallic pigment granules, 
as in argyria and chrysiasis, as refractile granules 
and excludes the nonrefractile granules of melanin 


sand hemosiderin, 
biopsy tissue for detection of metallic pigments, 


spectrographic examination of 
350 


Mallory’s potassium ferrocyanide method for stain- 
ing hemosiderin and Mallory’s fuschin stain for 
hemofuscin are typical of the many technical ap- 
proaches available to the skilled dermopathologist. 
It is apparent from this review that the cause of 
many types of melanin pigmentation cannot be deter- 
mined histologically and that diagnosis depends 
chiefly on routine clinical and indicated laboratory 
procedures. 
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Experimental Traumatic Shock,” was delivered by 
Dr. Joseph C. Aub. 

During the course of the meeting the President 
presented Dr. George Mathews, of Providence, 
delegate from the Rhode Island Medical Society, 
and Dr. G. Gardiner Russell, of Hartford, delegate 
from the Connecticut State Medical Society. They 
responded fittingly. 

The annual luncheon was served in Parlors A, B 
and C to 156 fellows. 

A clinical meeting was held in the Georgian Room 
from 2:00 to 4:00 p.m., under the chairmanship and 
co-chairmanship of Dr. Dwight O’Hara and Dr. 
Clifton T. Perkins, respectively. The attendance 
was 600. 

The Shattuck Lecture was delivered at 4:00 p.m. 
by Dr. Alfred Blalock, of Baltimore, Maryland. Dr. 
Blalock’s subject was “A Consideration of Recent 
Advances in Surgery.” (This lecture will appear in 
the New England Journal of Medicine, issues of 
August 17 and 24.) 

The annual dinner was held in the Georgian Room 
at 7:00 p.m. with 492 in attendance. This dinner 
was graced by the presence of the Honorable Lev- 
erett Saltonstall, Governor of Massachusetts. Wil- 
liam Cunningham, of the Boston Herald, was the 
principal speaker. 


HE one hundred and sixty-third anniversary of 
the Massachusetts Medical Society was observed 
in Boston on Monday, Tuesday and Wednesday, 
May 22, 23, and 24, 1944, at the Hotel Statler. 
Fourteen hundred and forty physicians were 
registered. 


Monpay, May 22 

The supervising censors met at 5:00 p.m. in 
Parlor D. 

The Cotting Supper was served to 197 councilors 
in Parlors A and B. The annual meeting of the 
Council was held in the Georgian Room, at 7:00 p-m. 
There were 218 councilors in attendance. 


Tuespay, May 23 


The first general session was presided over by 
Dr. George L. Schadt and Dr. G. Lynde Gately, 
acting as chairman and co-chairman, respectively. 
The attendance was as high as 650. 

This session took the form of a symposium on 
War injuries. 

The one hundred and sixty-third annual meeting 
of the Society was held at 11:00 a.m. in the Georgian 
Room. Dr. Roger I. Lee presided. The attendance 
was 450, 

Dr. Lee spoke at length on the state of the Society. 
he annual oration entitled “A Toxic Factor in 





Wepnespay, May 24 


There was a general clinical meeting in the Georg- 
ian Room from 9:00 a.m. to noon under the chair- 
manship and co-chairmanship of Dr. Charles F. 
Wilinsky and Dr. Leroy E. Parkins, respectively. 
The attendance was 600. 

From 12:00 noon until 2:00 p.m. a series of section 
meetings and luncheons was held. 

The Section of Medicine, under the chairmanship 
of Dr. George D. Henderson, met in Parlor B. 
Because of the numbers attending, it was adjourned 
to the Georgian Room. Sixty-two sat down for 
luncheon, and approximately 300 attended the 
clinical meeting afterward. 

The Section of Surgery, under the chairmanship 
of Dr. Howard M. Clute, met in Parlor C. The 
attendance was 65. 

The Section of Pediatrics, under the chairman- 
ship of Dr. Leroy T. Stokes, met at The Junior 
League, Zero Marlboro Street. The attendance 
was 54. 

The Section of Obstetrics and Gynecology met 
in Parlor A, under the chairmanship of Dr. Chris- 
topher J. Duncan. The attendance was 62. 

The Section of Radiology met in Room 716W, 
under the chairmanship of Dr. Stanley A. Wilson. 
The attendance was 25. 

The Section of Physiotherapy met in Parlor E, 
under the chairmanship of Dr. Wilmot L. Marden. 
The attendance was 13. 

The Section of Dermatology and Syphilology met 
in the Hancock Room, under the chairmanship of 
Dr. John G. Downing. The attendance was 35. 

The New England Society of Anesthesiology met 
in Parlor D. The attendance was 32. 

From 2:00 to 5:00 p.m. a general clinical meeting 
was held in the Georgian Room under the chair- 
manship and co-chairmanship of Dr. Daniel B. 
Reardon and Dr. Vlado A. Getting, respectively. 
The attendance varied from 450 to 600. 

There were eighteen scientific and seventy-six 
technical exhibits. 

The motion pictures, as usual, attracted a large 
number. 

The official list of officers, standing and special 
committees, councilors, censors, admissions, deaths 
and so forth are appended. 


Micuaez A. TicueE, Secretary 


ANNUAL MEETING OF THE SOCIETY 


The one hundred and sixty-third annual meeting 
of the Massachusetts Medical Society was called 
to order by the president, Dr. Roger I. Lee, in the 
Georgian Room of the Hotel Statler, Boston, at 
11:00 a.m., May 23, 1944. There were approxi- 
mately 450 fellows present. 

The Secretary offered the record of the last 
annual meeting as published in the New England 
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Journal of Medicine, issue of July 22, 1943. There 
being no objection, this report was declared accepted 
by the chair. 

Dr. Lee presented Dr. George Mathews, of Prov}. 
dence, representative of the Rhode Island Medica} 
Society. Dr. Mathews brought the greetings of his 
society. 

Dr. G. Gardiner Russell, of Hartford, Connecticut, 
was introduced and brought the greetings of the 
Connecticut State Medical Society. 

The Secretary announced that the membership 
of the Massachusetts Medical Society, as of May 25, 
1943, was 5753, and as of May 23, 1944, 5778. He 
said that 104 fellows had died, 11 had resigned and 
1 had been deprived of membership during this 
interval. He added that 129 new fellows had been 
created and that 12 had been reinstated during this 
period. The net gain in membership, he said, was 25. 

The following amendments to the by-laws were 
read by Dr. Lee: 

Chapter IV, Section 4, of the by-laws of the Massachu- 
setts Medical Society is amended by striking out the word 
“stated” appearing in the first line and inserting in its place 
the word ‘annual,’ by —— the words “in October” 
appearing in the second line, by striking out the word 
“stated” in next to the last line and inserting in its place the 
word ‘annual’ and by deleting in the last line the words 
“in February.” 

The amended section reads as follows: 

Section 4. The Council shall elect at the annual 
meeting, on nomination by the President or from the 


floor, the Auditing Committee, composed of two fellows 
who are not councilors. 


This committee following the close of the fiscal year, 
shall require by a certified public accountant an exami- 
nation of the assets and securities of the Society in the 
custody of the Treasurer, and of the Treasurer’s books 
and accounts. 


This committee shall verify the accountant’s examin 
tion and report its findings at the annual meeting of the 
Council. 


Chapter VI, Section 5, of the by-laws of the Massachu- 
setts Medical Society is amended by striking out the word 
“February,” as it appears in the fifth line of page 21, and 
inserting in its place the word “annual.” 


This amended paragraph reads as follows: 


He [the Treasurer] shall render to the Council at its 
annual meeting a full written report of the assets a0 
liabilities on December 31 of the previous year, and also 
of the financial transactions of fo Society during that 
year. 


Dr. Lee said that the purpose of these changes was 
to allow more time for the auditors to do the ja 
assigned them under the by-laws. He added that 
they had been favorably acted upon by the Council 
on May 24, 1943. : 
Dr. Frank R. Ober, Suffolk, moved the adoptiot 
of these two amendments. This motion was seconde 
by Dr. Clarence E. Burt, Bristol South, and it w# 
so ordered by vote of the members. a 
Dr. Lee called on Dr. William H. Robey, St 
folk. He presented resolutions on the death of Dr. 
Charles S. Butler, former treasurer of the Massacht 
setts Medical Society. These resolutions appea!™ 














sett 
att 
Y 
his 
und 
velo 
It h 
the | 
are j 
clotk 
unifc 
recer 
mate 
will 
tribu 
ism ¢ 
made 
in the 
on th 
specia 
There 
marke 
famili 
There 
that , 
teered 
for Wi 
they ( 
sacrific 
And 
of the 
double 
Most o; 
been y; 
foregon 
Visit, if 
The 
commit 
commit: 
Society, 
Nomina 
mittee, ; 
ommit 
Nominat 
UNction 
ommitt 
old, Th; 
the lines 
—_ the E; 
lation — 
lines for 
*ociety, 





















nual 
the 


lows 


year, 
ami- 
n the 
0oks 


mina- 
of the 


achu- 
word 
|, and 


’ 


at its 
rs and 
d also 
g that 


s was 
e job 
| that 
ouncll 


yption 
onded 
it was 


f Sul- 
of Dr. 
gach 
year On 








Vol. 231 No. 5 


the records of the meeting of the Council held on 


fay 22, 1944. wil 
ce Lee made an urgent plea to the district secre- 


taries to send to Dr. Tighe the names of all physi- 
cians who had entered the armed services from their 


respective districts. 
Dr Lee called on the vice-president, Dr. Daniel 


B. Reardon, Norfolk South, to assume the chair. 
In so doing, Dr. Reardon spoke as follows: 


vice-president, it has been my privilege and 
RoR ny the ase year to work with our president. I have 
ee him an untiring, zealous and hard-working individual. 
He has not alone par Ae his time and efforts to the welfare 
of the Massachusetts Medical Society, but as you well know, 
he is chairman of the Board of Trustees of the American 
Medical Association. To both these offices he has given 
his time and efforts oe the welfare of the medical profession 

icine in general. ; 

“toe my distinet honor and pleasure to give you Dr. 
Roger I. Lee, president of the Massachusetts Medical Society, 
who will report on the state of the Society. 


Dr. Lee responded as follows: 


It is a happy custom that the president of the Massachu- 
setts Medical Society reports on the affairs of the Society 
at the annual meeting. ‘ : 

Your present incumbent finds great pleasure in making 
his report. Any report at this time, however, is made 
under the shadow of a grim catastrophe that has en- 
veloped the entire world. It has dislocated all our lives. 
It has dominated all our thoughts. Of necessity, winning 
the war is the sole objective of all of us. We that are here 
are under orders if in uniform, under sentence if in civilian 
clothes. Perhaps a third of the fellows of this society are in 
uniform, and before long, as the war continues and as 
recent graduates go into the armed services, approxi- 
mately half the active physicians of the Commonwealth 
will be in uniform. It is, I believe, an extraordinary 
tribute to the unwavering loyalty and the altruistic ideal- 
ism of the medical profession that no attempt has been 
made to capitalize on the pressing necessity for doctors 
in the armed forces or on the resulting shortage of doctors 
on the home front. There are no doctors’ blocs seeking 
special class legislation. There are no doctors’ strikes. 
There are no doctor profiteers. This is no doctor “black 
market.” And I desire to pay tribute to the wives and 
families of the doctors in the service. Doctors volunteer. 
There has been no drafting of doctors, unless one means 
that a man’s conscience drafted him. Doctors volun- 
teered for their soldiers’ pay, not for “cost plus” and not 
for war workers’ pay, and their wives make what shift 
they can. And when these men come back, let these 
sacrifices be not forgotten. 

nd in passing may I give a bit of tribute to the wives 
of the doctors who stayed at home! They have done 
double duty, quite unheralded and quite unsung. And 
most of the doctors’ patients have, in this trying situation, 
been understanding and co-operative, and have cheerfully 
oregone on many occasions the comfort of the doctor’s 
“a ifin his judgment a visit was not absolutely necessary. 
come iassachusetts Medical Society operates through 
ae which report to the Council. Four of these 
a , are composed of one man from each district 
Nome _— by the district society. These are the 
alee the ommittee, although technically not a com- 
i haa ore wy on Public Relations, the Executive 
mudaeies and the Committee on Legislation. The 
a councilors from each district have the sole 
tion of nominating the officers of the Society. The 
Committee on Public Rk lati i h d A , 
dll. This committes i elations is perhaps a dozen years 
the lines of i = tee has been so strikingly useful along 
8 designation that two quite new committees 


=< . . és . ; 
| the Executive Committee and the Committee on Legis- 
ation — have 











. been set u wae” . 
lines for their p along similar but not identical 
“oclety, who is 


particular purposes. The president of the 
an ex-officio member of all committees, is 
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named as the chairman of the Committee on Public Rela- 

tions and of the Executive Committee. It is not my pur- 

pose to repeat the story of the activities of the various 
committees; it is rather to discuss the functioning of the 
committee mechanism of the Society, inasmuch as the 

Society operates through committees reporting to the 

Council. 

The Executive Committee was designed for two pur- 
poses: to free the Council from considerable detail and to 
provide a group, informed before the Council meeting, 
concerning certain committee reports and other items of 
a complex nature. Although there has been some con- 
fusion about the extent of the authority of the Executive 
Committee, it is my considered opinion that this com- 
mittee, which has worked very diligently, has contributed 
much to the thorough consideration of problems so that 
the Council might act wisely. It is, I believe, of great 
benefit to the Society that free preliminary discussion of 
certain questions can take place in a large representative 
committee like the Executive Committee, and indeed, 
certain problems are gone over by the Committee on 
Public Relations before consideration by the Executive 
Committee. 

These four committees, excluding the ex-officio mem- 
bers, are composed of seventy-two men. Naturally some 
of these are duplicates. On the other hand, there are 
alternate members of the Executive Committee. And 
this number refers only to four committees, all elected by 
the member districts. 

Most of the committees of the Society, whether standing 
or temporary, are small. The ordinary procedure is that 
the president nominates and the Council elects. The 
Council may also nominate. Most committees consist 
of five members. But there are larger committees, notably 
a committee of seventeen, appointed to consider a loan 
fund for returning medical officers of the Society. There 
are around 250 fellows serving on all these committees. 
The majority of the members of the committees are mem- 
bers of the Council. The chairmen of the standing com- 
mittees are ipso facto members of the Council. The Council 
numbers at this time 328. The number of fellows in the 
Society is about 5778. 

Your president has always believed that service on the 
committees of the Society was both an obligation and an 
opportunity and should be freely shared by the fellows 
and that committee membership should be frequently 
changed. He also has strongly believed in the liberal 
mixture of young and old in committees. Alas for his 
theories. The war took off the younger men. Older men, 
familiar with certain committee duties, could carry on 
effectively with a minimum of effort. So, very regret- 
fully, committees were frozen. But when the war is over 
and the fellows come back, I want this to be a public 
record of what one president feels regarding committee 
changes. I should like also to suggest a slower pace of 
change in some of the committees, such as the Committee 
on Ethics and Discipline and the Committee on Finance. 
I believe, too, that this should also apply to the delegates 
to the House of Delegates of the American Medical Asso- 
ciation. I do not believe, however, that any committee 
should be regarded or regard itself as fixed. 

Each of the Society’s committees has made a report to 
the Council. These reports will be printed in the Journal 
a the near future and therefore will not be considered 
ere. 

Reports may not be very revealing. The Committee 
on Ethics and Discipline has a talent that approaches 
enius in laconic statement. Its activities are mostly con- 
dential. The time spent by this committee is enormous. 

The good to the Society is incalculable. 

A recent committee that has labored quietly but effec- 
tively is the Medical Advisory Committee to the Regional 
OPA. No fire alarms, no sirens, but some hefty spade 
work and a lot of sweat, and a good crop at the end. 
Washington says it is the best advisory committee in 
the country. 

During this session, we have had frequent cause to be 
rateful to the Committee on Arrangements. Dr. Gordon 

orrison reluctantly consented to remain on the job again 
this year. He and his hard-working committee have done 
a grand job. What does not appear on the surface is the 
liaison that Dr. Morrison has maintained between his 
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committee and the committees of other organizations on 
war meetings. 

I saw Dr. Walter P. Bowers the other evening in Worces- 
ter. He said to me, “Now, don’t you ever forget that I 
picked out Nye as editor of the Journal.” I had thought 
that the Committee on Publications had picked Nye. Bill 
Breed claims that he discovered Nye. Under the owner- 
ship of the Massachusetts Medical Society, the Journal 
(by which I mean, of course, the New England Journal of 
Medicine) has had but two editors — Dr. Bowers and Dr. 
Nye. The Committee on Publications selects the Shattuck 
Lecturer and gives some heed to the publication of the 
Directory, and ostensibly to the Journal. I have been a 
member of that committee with Dr. Bowers as editor 
and with Dr. Nye as editor. I seem to recall that I an- 
nounced to the Council the appointment of Dr. Nye. 
But, in any event, the Journal has prospered wonderfully 
in these war times. As you know, fellows in the armed 
forces are excused from dues, including subscription 
to the Journal. Some of us thought that, with diminished 
subscriptions, paper shortage and inability to take adver- 
tising, the Society might be in for a considerable loss in 
the Journal account. But, at the moment, the circula- 
tion is increasing. As a humble contributor, I can testify 
that requests for reprints come from nearly every state in 
the Union. You have every reason to be proud of the 
Journal, the editor, the editor emeritus and the Committee 
on Publications. 

The financial status of the Society seems excellent. The 
new treasurer, Dr. Hubbard, has given generously of 
his time and energy. There is now set up a system of 
expert advice on securities and of modern accounting. 

The additional space for the officers of the Society has 
permitted a considerably increased volume of work of the 
Society to be carried on smoothly. For example, there 
are sometimes as many as four committees of the Society 
meeting at once. Wednesday seems to be the day that the 
doctor takes a busman’s holiday and goes to 8 Fenway, 
Boston, for a committee meeting of the Massachusetts 
Medical Society. 

As you may know, plans are already under active dis- 
cussion to establish an information bureau at the Society’s 
headquarters. 

As a part of his duties, the president has the privilege of 
visiting the district societies. This was indeed a pleasure, 
and it is a: matter of deep regret that it was not possible 
to visit all the district societies. Despite the handicaps 
and obstacles of wartime conditions, the district societies 
have been able to continue to hold interesting meetings 
with good attendance. 

Under the authority of the Executive Committee, which 
was subsequently approved by the Council, a committee 
from the Society met several times with representatives 
of the other New England State medical societies for dis- 
cussion of legislative matters. This idea did not originate 
in this state. It seems to be generally true, if the New 
England states are a criterion, that doctors are largely 
uninformed concerning possible legislation involving the 
practice of medicine. Being uninformed the profession is 
often unable to bring to any discussion the benefits of its 
experience. Then, too, the uninformed are frequently led 
into unwise, irrelevant and perhaps inaccurate remarks, 
which are not helpful to orderly discussion. It would seem 
the plain duty of every member of the profession to ac- 
quaint himself fully with the various and sundry legis- 
lative proposals; he should study these proposals in the 
light of his own knowledge of the facts. Some of these 
problems are today as unanswerable as the cure of cancer 
or the prevention of the common cold. 

Doctors are citizens and as such are entitled to political 
beliefs and political affiliations. But in the discussion of 
medical service to the people, political beliefs and political 
affiliation have no place. So long as the Massachusetts 
Medical Society is recognized as unselfish and altruistic, 
just so long can it expect to have its voice listened to with 
respect. 

It is pleasant to record improvement in the relations 
between the Society and the regularly instituted legis- 
lative, executive and health authorities on Beacon Hill. 
The medical profession has no selfish interest of its own 
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to further. It does have a wealth of experience and of 
knowledge that should be made available for the benefit 
of the public. The past year promises to be epochal jp 
the standards of medical practice in Massachusetts, and 
if nothing unforeseen happens, the year 1944 will deliver 
the Commonwealth of Massachusetts from its unenviable 
position of being the dumping ground of graduates 
actual, nominal or what you will, of unapproved medical 
schools. There is now an excellent Board of Registration 
in Medicine. All this comes as the result of years of efor; 
to secure a good medical-practice Act, which is now the 
law in Massachusetts. In this state, medical standards 
have suffered grievously because of excessive lay dominance 
over the medical profession. In a recent address at the 
one hundred and fiftieth anniversary of the Worcester Djs. 
trict Medical Society, I took occasion to point out how 
lay thought and lay influence had controlled the medical 
profession from the days of the medicine man to the 
present day. The best medical school in the country, 
the best hospital in the country or the best and most high. 
brow medical society in the country does not set medical 
standards; but legislatures do. I am far from advocating 
unrestricted medical control. I admit that penicillin is 4 
product of war conditions and that it is doubtful how far 
penicillin would have been developed without the war. 
One seemingly cannot have penicillin without the war. 
But my sole point is that doctors do not have sufficient 
voice in the determination of many medical problems, 
particularly that concerning the standards of medical 
practice. 

There are many fellows of the Society who have made 
the past year a pleasant one for the outgoing president. 
There is one person, not a fellow, to whom I have been 
indebted on many occasions for never-failing courteous 
co-operation, our executive secretary, Bob Boyd. And 
there is one fellow, who is in one person a seeing eye, 
watchdog, a life-saving St. Bernard, and man’s and the 
president’s best friend —the secretary of the Society, 


Mike Tighe. 


(Dr. Lee’s address, which showed not only an 
intimate knowledge of the Society in all its affairs 
but likewise a very human understanding of the 
problems with which the war has confronted its 
members, was greeted with loud applause.) 

Dr. Lee resumed the chair and introduced the 
new officers: 

President: Elmer S. Bagnall, Essex North 

Vice-president: Sumner H. Remick, Middlesex South 

President-elect: Reginald Fitz, Suffolk 

Secretary: Michael A. Tighe, Middlesex North 

Treasurer: Eliot Hubbard, Jr., Middlesex South 

Assistant treasurer: Norman A. Welch, Norfolk 

Orator: Frank H. Lahey, Suffolk 


All responded fittingly. . 

The President expressed his pleasure in presenting 
the distinguished orator, Dr. Joseph C. Aub, 0 
Boston, whose subject was “A Toxic Factor " 
Experimental Traumatic Shock.” (At the close 0 
his oration Dr. Aub was loudly applauded. His 
oration will appear in the New England Journal ( 
Medicine, issue of July 20, 1944.) 

Dr. Reardon moved that the meeting adjout 
This motion was seconded by a member, and it wis 
so voted. - 

Dr. Lee declared the one hundred and sixty-thit 
annual meeting of the Massachusetts Medical Se 
ciety adjourned at 12:20 p.m. 


4 f'! 
MicnwaeEt A. TIGHE, Secreiat 
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APPENDIX 


Apmissions REcorDED FROM May 25, 


MASSACHUSETTS MEDICAL SOCIETY 






1943, ro May 23, 1944 


YEAR OF petro os i MEDICAL SCHOOL 
ADMISSION 
Alba, Anthony, Dorchester ........60scccsesccsecsscessces Tufts 
je Alpert, David Robert, Allston .............-.0seseeeeeeees. Tufts 
1943 *Alifano, John James, Springfield .....................eeeee, Middlesex ; 
1943 Anderson, Donald ee eer rer er eee eee Columbia University 
1943 Anderson, Dorothy Sperling, Newton Lower Falls ........... Boston University, 
1944 Anderson, Erna Goettsch, Boston ..............-..+-.-++:. Columbia University 
1943 *Annis, Israel SR ee ee ee Middlesex 
1943 | Armstrong, Sinclair Howard, Jr., Boston .................-. Harvard 
1944 *Avallone, Louis John, Somerville ..............+-000-e eee Middlesex 
1943 Baker, Joseph Michael, 909 5G Os. s eines Giclee bus University of Vermont 
1944  Bandeian, John Jacob, Byidgewater .....................-5. Tufts 
1943 Barry, Herbert, Jr., er a ie x aac esau ea Tufts 
1944 Reale Lester Ti BEOGNE TRCTOION o.oo. cc ihc ccc eeees University of Michigan 
1944 Belin, Harry, Middleton ..............scscecccccccecncsess Tufts 
EE eS PP eee eee Basel University 
1944  Blackmer, Lewis Dwight, Quincy ....................00000 Tufts 
1944 Blodgett, James Bishop, —™ on, kee wae thee 
1943 ee a a ee ee larvard 
1943. Booth, Marion Frances, yg tong seen Ly Sere ew of Nebraska 
1943 Boynton, Willard Harold, East ne ee ae ufts 
oat 6=—_« Bown, Prameis Mermeet, GOUMG. «ww. cece ec cccenes Tufts 
1943. Bryan, Charles Silas, Jr., Cambridge ....................... raeeny 
AR gi Ss ee ee ollege of Physicians and Surgeons, Boston 
500e,-  aealt, Sa I Ia 5 ink oo cap dee ie ses ca eecces —— of Minnesota 
1944 eee. Meee Mee. ON hic 5. 5 wind cw oreo bide vswevevest¥e ale 
1944 Chapman, William Phalen, Boston ........................ McGill 
13 “Chase, Frank Firte, SCO@GRAM ..... cw ccc cc ccc cecces Bellevue Hospital Medical College 
1944 *Chesanow, Albert, Great Barrington......................-. Middlesex 
ee ON INOUE hic ccs swsy eed cabectssaceun University of Naples 
yn eg ee ROS ee ee eee eee Peer ee Middlesex 
1944 Congdon, Frederick Richard, Pittsfield ..................... _— 
1965: “Davedeon, teeotee Wave, Cees ss. 5 ccc eee esas oston University 
1944 *Davis, Robert Armstrong, Wareham ....................... Mid-West Medical College 
ae Pen, TI es ae ks ween phn eos, o 0 5 SS onl Boston University 
ee Sepeeity, SoeGe MeN UI ck oaks oo ks bene vs ccicawe bees College of Physicians and Surgeons, Boston 
Is  “Enrenther, rte Pot, Mreeree ... 2. ce ec cece University of Vienna 
DS *Eintch, Rowert, Meweonk Gemere oo. ccc cece sess Middlesex 
a ag Clarence Clarke, Brookline ....................% Western Reserve 
1943 wing, Edward Hilts, Stoughton ...............seeceseeees College of Physicians and Surgeons, Baltimore 
1943 Pen, James COWRiG, POM MAONE oso ccc cv chccccccaccstas Tufts 
ee ee, CE ne okies cacwacwes University of Rochester 
a a Ee ey I eg oo aw eeewe ones University of Texas 
3 VOR, [eues Laweesor: BOCOE .... ot. oe occ s icc scasncce’s Georgetown 
i tte ag ie ID Gee es era kk Wea tis Kaeo does 0 Washington University 
b GR I ian) nln yp ku ce cecenbssepvesve Middlesex 
se — aes aig oe Sg re Toles The 1 Toronto 
3 xoeringer, Claire Ferdinand, Fort Devens .................. ohns Hopkins 
1943 = Hall, Albert Eden, Worcester ................0eeecececeee: Long Island 
1944 Halter, Paul Edmund, Boston ...................s.eeeeeees Western Reserve 
1944 Heerdegen, Dorothy Kathryn, Jamaica Plain ............... Ohio State University 
Se, MEN, I oe ea Tufts 
1943 , Hemenway, Ruth Victoria, Williamsburg ................... Tufts 
ane Mer ag sis RN ots id manne Middlesex 
J ochman, George Victor; Sharon ....... .ocsee css oes sees es Middlesex 
1944 Holt, William Leland, Amherst Harvard 
WS  Sleaned, Ramaaan wee REESE space eaceees dh z 
J ee I, Ne a eS , oiy incl otwie’s arvard 
a seme, Chaneee Ur. MNOS Xi oak re) 355. voce wend Tufts 
oe ,Hudson, Henry Alfred, Marblehead .....................--- Tufts 
a gare gd mie an | ESS hs Stee ee en University of Lausanne 
J \.asdon, Solomon Charles, Boston ..................eeee00: ale 
a Katz, ee Se vsden ch Tufts 
1944 2b gg te? nh LSet RES SL ara it ae 
FANCY, EP UAREI Th. « Wt FOCWOON: . 5 os 5ocbivinid enneereceses oston University 
me Landis, Eugene Markley, Ki anie nad vats bao 40s University of Pennsylvania 
1943 Leighton, Herbert Towle, Brookline ...................-0¢- Harvard 
1944 Le Vine, we EER OE HE Tufts 
1944 _Levine, Irving Maxwell, Dorchester ..............--0.--0005 Tufts 
1943 oatd David Abraham, Mattapan .................2000000- Middlesex 
1944 piscoln, ee ee ree eee Harvard 
1944 pockhart, Arthur John, Chestnut Hill ..................---. Columbia University 
1943 podee ae cere I Wilh hAmiinetenh Se 5 «43 60% University of Kansas 
; ynam, Patrick Jose on I A hs ie a eee Tufts 
19 ; J ph, ES 6» 4.5.4.6 4.4's 040.8 5 %.6,6 
rae sMagendantz, Heinz Herbert, Newton Highlands ............. University of Cologne wv 
1944 Mare ae ~ gaa aga eM e aE T CALS sos oe Se Kansas City University of Physicians and Surgeons 
eet OO; LLC eg ENE Mies ba Fs GR Cada sede eased Middlesex 
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McCarty, William Charles, Cambridge 
McGillicuddy, John Joseph, Brighton 
McLaughlin, James Alphonsus, Ocean Bluff 
McNulty, John Joseph, Roslindale 
Meissner, William Avison, Brookline 
Melcher, Margaret S., Northampton 
*Michalski, Kasimir Stanislaw, Worcester 
Miller, Daniel, Boston 
Miller, George Francis, Dorchester 
*Minsky, Joseph William, West Boylston 
Money, Isabel Stirling, Mattapan 
Moore, Francis Daniels, Brookline 
Moss, Robert Elmer, Boston 
Murphy, Albert Summers, Waban 
Murphy, John Anthony, Boston 
Murray, Jean, Boston 
Myers, Robert Samuel, Brookline 
*Neustadt, Else, Westwood 
*Neustadt, Rudolph, Westwood 
Nevin, Robert Williston, Vineyard Haven 
O’Keeffe, James Vincent, Lynn 
Ostrov, Norman N., Dorchester 
Parker, Arthur Seymour, Jr., Brookline 
Parrish, Carroll Ernest, Melrose 
Porter, Charles Talbot, Pepperell 
*Portner, Irwin Isaac, Brighton 
Prince, Anna Agassiz, South Hamilton 
Provenzano, R. William, Jamaica Plain 
Quinby, John Thayer, Brookline 
Rice, John Dexter, Shrewsbury 
Robinson, Hugh Laughlin, West Newton 
Rogers, Lois Knight, Concord 
Rooney, John James, Waban 
*Rosenthal, Myer, Mattapan 
Saunders, Allen Irving, Roxbury 
Shapiro, Robert Rubin, Brookline 
*Shepard, Herbert Norman, Allston 
Sheridan, Edward Paul, Boston 
Silverstein, Maurice L., Dorchester 
Stearns, Samuel, Dorchester 
Stratton, Harold Linson, Worcester 
Taylor, Lois Ellene, Belchertown 
Thomson, Robert Strachan, Walpole 
Trafton, Howard Munro, Hyde Park 
Tucker, Arthur Wallace, Jr., Needham 
Tyson, Dudley Ball, Boston 
*Valicenti, Peter Roger, Rockland 
Van Dyke, Wilhelmina Marie, East Milton 
Varnerin, Emma Mary, Roxbury 
*Vilker, Arthur Hyman, Revere Middlesex 
Votta, Ipoldi John, Boston Boston University 
VME, F. UO, PBINOD oon cc cles b sce caccccyeccess Tufts 
*Werby, Isidore, Brighton Middlesex 
Zonderman, Bernard, Revere Boston University 


Boston University 


Boston University 


Johns Hopkins 
Harvard 


Georgetown 


Middlesex 


Middlesex 


Middlesex 


Boston University 


Boston University 


Middlesex 


Boston University 


University of Leipzig 
University of Leipzig 
University of Vermont 


Columbia University 


Columbia University 


University of Vermont 


Aug. 3, 1944 


Mid-West Medical College 


College of Medical Evangelists 


Northwestern University 


University of Michigan 


University of Michigan 


*The candidate after a personal interview, was approved by the Committee on Membership and permitted to take"an examination before a 
board of censors. 


ADMITTED 


1910 
1900 
1883 
1939 
1941 
1914 
1890 
1912 
1887 
1908 
1899 
1921 
1898 
1934 
1915 





Deatus ReportTep From May 23, 1943, ro May 23, 1944 


NAME 
TtAbbe, Elizabeth Morrison 
TAlfred, James 

tAtwood, Charles Augustus 
Barrett, James Aloysius 


PLACE OF DEATH 


Roxbury 
Brockton 
Taunton 
New Bedford 


EP ee ee “In the service of his country” .. 


Bell, Clarence John 
Blake, John Bapst 
Brady, William Francis 
TBrennan, John Joseph 
Broderick, Francis Patrick 
Buehler, George Van Buskirk 
Campbell, Charles Macfie 
Carden, Charles James 
Chase, Lawrence Milton 
Clarke, Willis Earl 


Wellfleet 

Brattleboro, Vermont.... 
St. Petersburg, Florida 
Worcester 

Jamaica Plain 


Cambridge 
Tewksbury 


DATE OF DEATH AGE 


... January 18, 1943... -ssendl 


June 12, 1943.......-05+ 


. October 10, 1943 


April 28, 1944 

August 4, 1943 } 
June 6, 1943.......-+++ 6 
August 17, 1943 

February 28, 1944 79 
August 26, 1943 ....-.->: 


... February 26, 1943 
... November 19, 1943 
.. August 7, 1943 


July 4, 1943 


.. February 8, 1944.....--- 


February 23, 1944 
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Stone, Ralph Edgarton 
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Yudin, Hyman 


tRetired fellow. 


Grand total 


THE NEW. ENGLAND JOURNAL OF MEDICINE 







ee ususurtecoie aera eus sin sa tees March 22, 1944 . 


OS EE PN December 10, 1943 | » 4 
RO iid cis ke pee tees eee September 16, 1943...’ 
RE 8s <5-3'c 15s 0s vo FS Vw December 2, 1943 _. 0 
ee reer March 11, 1944 |. 
Rn Ee ee November 10,1943... “7 
J Ee ee roe ee May 15, 1944..... 6 
I i a oe April 17, 1944, .... | 6 
Ba hc aicis bi anv ys OS December 26, 1943 |." '¢3 
Beet NertnGeld: «.... .ii6 6. biden June 17, 1943 ....... s 
ee ee OR rrr September 15, 1943 |. 7 
a cad anic'e Seiesvoweed March 16, 1943... ‘4g 
MNES. 4.5 Diath anna ee Ras December 18, 1943 |. 








Total number of deaths of active fellows ........ 83 
Total number of deaths of retired fellows 
Total number of deaths of honorary fellows 








OrFIcers FoR 1944-1945 


PresipDENT: Elmer S. Bagnall, Groveland, 281 Main Street. 

PresipENT-Ecect: Reginald Fitz, Brookline. Office, Boston, 
319 Longwood Avenue. 

Vice-PRrEsIDENT: Sumner H. Remick, Waltham, 735 Trapelo 


Road. 

Secretary: Michael A. Tighe, Lowell. Office, Boston, 8 
Fenway. 

Treasurer: Eliot Hubbard, Jr., Cambridge, 29 Highland 
Street. 


AssIsTANT TREASURER: Norman A. Welch, West Roxbury. 
Office, Boston, 520 Commonwealth Avenue. 

Orator: Frank H. Lahey, Boston, 605 Commonwealth 
Avenue. 


ComMMITTEES ELECTED BY THE DIsTRICTS 


Executive Committee of the Council — Established 
1941 (members e¢x-oficitis and one councilor and al- 
ternate elected by the councilors of each district medical 
society). 


PresipENT: Elmer S. Bagnall, Groveland, 281 Main Street. 


PresIDENT-ELEcT: Reginald Fitz, Brookline. Office, Boston, 
319 Longwood Avenue. 
Vice-PRrEsIDENT: Sumner H. Remick, Waltham, 735 Trapelo 


Road. 

Secretary: Michael A. Tighe, Lowell. Office, Boston, 8 
Fenway. 

Treasurer: Eliot Hubbard, Jr., Cambridge, 29 Highland 
Street. 


Term Expires 1045 


Essex Soutnu: Loring Grimes, Swampscott, 84 Humphrey 
Street. (Alternate: Charles L. Curtis, Salem, 10 Federal 
Street.) 

HampsHire: L. Beverly Pond, Easthampton, 115 Main 
Street. (Alternate: Joseph D. Collins, Northampton, 187 
Main Street.) 

Mipp.iesex Soutu: Dwight O’Hara, 
Boston, 416 Huntington Avenue. 
M. Jackson, Everett, 512 Broadway.) 

Norrotk Soutu: Henry A. Robinson, Hingham, 205 North 
Street. (Alternate: Nahum R. Pillsbury, South Brain- 
tree, Norfolk County Hospital.) 

Surro.tk: Donald Munro, Boston, 818 Harrison Avenue. 
(Alternate: Charles C. Lund, Boston, 319 Longwood 
Avenue.) 

WorcestTER: Ralph S. Perkins, Worcester, 10 Hackfeld Road. 
(Alternate: Gordon Berry, Worcester, 36 Pleasant 
Street.) 


Waltham. Office, 
(Alternate: Arthur 








Term Expires 1946 

BARNSTABLE: William D. Kinney, Osterville. 

Bristout Nortu: William H. Allen, Mansfield, 70 North Main 
Street. (Alternate: Ralph M. Chambers, Taunton. 
Taunton State Hospital.) 

Bristo. Soutn: Edwin D. Gardner, New Bedford, 15) 
Cottage Street. (Alternate: Richard B. Butler, Fal! 
River, 278 North Main Street.) 

Essex Nortu: Frank W. Snow, Newburyport, 24 Esser 
Street. (Alternate: Rolf C. Norris, Methuen, 247 
Broadway.) 

Mipp.iesex East: Edward M. Halligan, Reading, 37 Salem 


Street. (Alternate: Richard Dutton, Wakefield, 33 
Avon Street.) 

PrymoutuH: Peirce H. Leavitt, Brockton, 129 West Elm 
Street. (Alternate: Charles D. McCann, Brockton, 12 


Cottage Street.) 
Term Expires 1947 
BERKSHIRE: Isaac S. F. Dodd, Pittsfield, 34 Fenn Street. 


(Alternate: Patrick J. Sullivan, Dalton, 471 Main Sreet.) 
FRANKLIN: William J. Pelletier, Turners Falls, 113 Avenue A. 
(Alternate: Merritt B. Low, Deerfield, 31 Federal Street.) 
HamppeEN: William A. R. Chapin, Springfield, 121 Chestnut 
Street. (Alternate: Edward P. Bagg, Holyoke, 207 Elm 


Street.) 
Mippvesex Nortu: William F. Ryan, Lowell, 219 Central 
Street. (Alternate: William M. Collins, Lowell, 1/4 


Central Street.) 

Norroik: Charles J. Kickham, Brookline. Office, Boston, 
524 Commonwealth Avenue. (Alternate: Henry M 
Emmons, Boston, 354 Commonwealth Avenue.) 

Worcester Nortn: C. Bertram Gay, Fitchburg, 62 Day 
Street. (Alternate: Francis A. Reynolds, Athol, 4 
Cottage Street.) 


Committee on Public Relations — Established 1931 (one 
councilor elected yearly by each district medical society; 
the president and president-elect of the Society ar 
chairman and vice-chairman, respectively, and the vice 
president and secretary of the Society are members 
ex-officiis). 

BarnstABLeE: William D. Kinney, Osterville. 

Berxsuire: Patrick J. Sullivan, Dalton, 471 Main Street. 

Bristo. Nortu: James H. Brewster, Attleboro, 178 South 
Main Street. 

Bristo. Soutn: Harold E. Perry, New Bedford, 159 Cot- 
tage Street. 


Essex Nortu: Harold R. Kurth, Lawrence, 57 Jackson 
Street. 


Essex Souru: Loring Grimes, Swampscott, 84 Humphrey 
Street. 
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‘am J. Pelletier, Turners Falls, 113 Avenue A. 
HAMPDEN: Patrick E. Gear, Holyoke, 188 Chestnut Street. 
amine: Alfred J. Bonneville, Hatfield, 60 Main Street. 
MipDLESEX East: J. Harper Blaisdell, Winchester. Office, 
* Boston, 45 Bay State Road. 
\iptesex Nortu: Daniel J. Ellison, Lowell, 8 Merrimack 


FRANKLIN: Will 


Street. : . 
\ippuesex Souta: John P. Nelligan, Cambridge, 2336 


Massachusetts Avenue. 
Norrotk: Norman A. Welch, West Roxbury. Office, Boston, 
~ $20 Commonwealth Avenue. 


Fred A. Bartlett, Wollaston, 308 Beale 


NorroLK SouTH: 
Street. 
PyymouTH: Charles D. McCann, Brockton, 12 Cottage Street. 


Syprotk: Albert A. Hornor, Boston, 319 Longwood Avenue. 
(Secretary.) 

Worcester: John Fallon, Worcester, 390 Main Street. 

Worcester Nortu: James V. McHugh, Leominster, 100 
Main Street. 


Committee on Legislation — Established : 1942 : (one 
councilor elected yearly by each district medical society). 


BarnstasLe: Julius G. Kelley, Pocasset, Barnstable County 
Sanatorium. 

BerxsHire: Clement F. Kernan, Pittsfield, 184 North Street. 

Bristo. Norra: Ralph M. Chambers, Taunton, Taunton 
State Hospital. 

Baisto. SoutH: Edwin D. Gardner, New Bedford, 150 
Cottage Street. 
Essex Nortu: Edward H. Ganley, Methuen, 251 Broadway. 

Essex Sour: Charles A. Worthen, Lynn, 19 Park Street. 

Franxuin: Howard M. Kemp, Greenfield, 42 Franklin Street. 

HamppeNn: William A. R. Chapin, Springfield, 121 Chestnut 
Street. 

Hampsuire: Arthur N. Ball, Northampton, Northampton 
State Hospital. 

Mipptesex East: John M. Wilcox, Woburn, 6 Bennett Street. 

Mipptesex Nortu: Archibald R. Gardner, Lowell, 16 
Shattuck Street. 

Mivptesex Souru: Brainard F. Conley, Malden, 51 Main 
Street (Chairman). 

Norrotk: Humphrey L. McCarthy, West Roxbury. Office 
Boston, 479 Beacon Street. 

NorroLk Soutn: David L. Belding, Hingham. Office, Boston, 
80 East Concord Street. 

PuvmoutH: John J. McNamara, Brockton, 231 Main Street. 

Surrotk: William E. Browne, Boston, 587 Beacon Street. 

Worcester: Lester M. Felton, Worcester, 36 Pleasant Street. 


woes Nortu: Francis A. Reynolds, Athol, 43 Cottage 
treet. 


Committee on Nominations — Established 1874 (one 
councilor and alternate elected yearly by each district 
medical society). 


BaRNsTaBLe: William D. Kinney, Osterville. 
Paul M. Butterfield, Harwich.) 


BERKSHIRE: Patrick J. Sullivan, Dalton, 471 Main Street. 
(Alternate: Charles F. Fasce, Pittsfield, 311 North 
Street.) 

Bristo. Nort: William H. Allen, Mansfield, 70 North 


Main Street. (Alternate: h a M h T 
23 Cedar Street.) Josep ; urphy, launton, 


— Soutu: Edmond F. Cody, New Bedford, 105 South 
a Street. (Alternate: Richard B. Butler, Fall River, 
278 North Main Street.) 


mer Nortn: Guy L. Richardson, Haverhill, 94 Emerson 
wrag (Alternate: Rolf C. Norris, Methuen, 247 Broad- 

Essex Sourn: P 

SsEx Soutu: Paul E. Tivnan, Salem, 70 Washington Street. 


(Alternate: Pee 
Square.) eer P. Johnson, Beverly, 1 Monument 


(Alternate: 
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FRANKLIN: Howard M. Kemp, Greenfield, 42 Franklin Street. 
(Alternate: William J. Pelletier, Turners Falls, 113 
Avenue A.) 

Hamppen: Allen G. Rice, Springfield, 146 Chestnut Street. 
(Alternate: to be appointed.) 


Hampsuire: L. Beverly Pond, Easthampton, 115 Main 
Street. (Alternate: Joseph D. Collins, Northampton, 
187 Main Street.) 

Mipptesex East: Ralph R. Stratton, Melrose, 538 Lynn 
Fells Parkway. (Alternate: Edward M. Halligan, Read- 
ing, 37 Salem Street.) 


Mipptesex Nortu: Herbert M. Larrabee, Tewksbury. 
Office, Lowell, 9 Central Street. (Alternate: William 
M. Collins, Lowell, 174 Central Street.) 

Mipptesex Soutu: Dwight O’Hara, Waltham. Office, 
Boston, 416 Huntington Avenue. (Alternate: Joseph 
C. Merriam, Framingham, 198 Union Avenue.) 

NorFovk: David D. Scannell, Jamaica Plain. Office, Boston, 
475 Commonwealth Avenue. (Alternate: Harry J. 
Inglis, Chestnut Hill. Office, Boston, 43 Bay State 
Road.) 

Norrotk Soutu: Daniel B. Reardon, Quincy, 1186 Hancock 
Street. (Alternate: James E. Knowlton, Wollaston, 
579 Hancock Streeet.) 

Pirymoutu: Walter H. Pulsifer, Whitman, 26 Park Avenue. 
(Alternate: Bradford H. Peirce, South Hanson, Plymouth 
County Hospital.) 

Surro.tkx: William B. Breed, Boston, 264 Beacon Street. 
(Alternate: Albert A. Hornor, Boston, 319 Longwood 
Avenue.) 

Worcester: Royal P. Watkins, Worcester, 332 Main Street. 
(Alternate: William F. Lynch, Worcester, 390 Main 
Street.) 

Worcester Nortu: Bartholomew P. Sweeney, Leominster, 
5 Gardner Place. (Alternate: Francis A. Reynolds, 
Athol, 43 Cottage Street.) 


STANDING COMMITTEES FoR 1944-1945 


ELecTED By THE CounciL, May 22, 1944 


Date of Appointment 
Pusuications — Established 1825. 


Richard M. Smith June 6, 1933 (appointed 
chairman May 21, 1941) 
James P. O’Hare 


June 9, 1936 
Conrad Wesselhoeft June 2, 1937 
William B. Breed February 7, 1940 
Oliver Cope 


May 21, 1941 


ARRANGEMENTS — Established 1849. 


Roy J. Heffernan May 25, 1942 (appointed 
chairman May 22, 1944) 

June 24, 1942 

November 13, 1942 

May 22, 1944 

May 22, 1944 


Sidney C. Wiggin 
G. Guy Bailey 
Harold G. Giddings 
Robert L. Goodale 


Eruics anp DiscrpLtine — Established 1871. 


June 9, 1936 (appointed 
chairman May 21, 1941) 

February 3, 1937 

June 1, 1938 

May 21, 1940 

May 21, 1941 


Ralph R. Stratton 
William J. Brickley 


Allen G. Rice 
Fred R. Jouett 
Archibald R. Gardner 


Mepricat Epucation — Established 1881. 


Robert T. Monroe May 21, 1941 (appointed 
chairman February 4, 1942) 

June 1, 1938 

February 4, 1942 

May 25, 1942 

May 24, 1943 


George D. Henderson 
Chester S. Keefer 
Isaac R. Jankelson 
Arthur W. Allen 
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MempBersuip — Established 1897. 


June 9, 1931 (appointed 
chairman May 25, 1942) 

June 17, 1930 

June 1, 1938 


Harlan F. Newton 


— E. Fish 
eirce H. Leavitt 
Sumner H. Remick May 24, 1943 
Samuel N. Vose March 15, 1944 
William H. Allen, H. Quimby Gallupe, Albert E. Parkhurst 
— representing the Supervising Censors. 


Pusuic Heattu — Established 1912. 
Roy J. Ward May 22, 1944 


(chairman) 
Edward G. Huber May 22, 1944 
Ernest M. Morris May 22, 1944 
Dwight O’Hara May 22. 1944 
Conrad Wesselhoeft July 27, 1944 
(interim appointment) 


MepicaL Derense — Established 1927. 


Arthur W. Allen June 7, 1927 (appointed 
chairman June 7, 1939) 
Edwin D. Gardner June 7, 1927 
William R. Morrison June 9, 1936 
(sec. pro tem) 


Horatio Rogers June 7, 1939. 
Ira M. Dixson August 17, 1942 


Society HEApQuARTERS — Established 1942. 
J. Harper Blaisdell May 22, 1944 


(chairman) 
Charles G. Mixter June 8, 1942 
Michael A. Tighe May 24, 1943 
Frank R. Ober May 22, 1944 
Daniel B. Reardon 


May 22, 1944 
Finance — Established 1938. 
Francis C. Hall 


Ernest L. Hunt 
Charles F. Wilinsky 
Edward J. O’Brien, Jr. June 2, 1938 
Peer P. Johnson October 4, 1939 


InNpusTRIAL HEAttH — Established 1942. 


Dwight O’Hara May 25, 1942 
(chairman) 

Thomas L. Shipman May 25, 1942 (appointed 
vice-chairman May 22, 
1944) 

May 25, 1942 

May 25, 1942 

May 22, 1944 


July 8, 1943 
(chairman) 

June 2, 1938 

June 2, 1938 


Joseph C. Aub 
Daniel L. Lynch 
John R. Agnew 
Louis R. Daniels May 22, 1944 
John G. Downing May 22, 1944 


Apvisory CoMMITTEE TO CoMMITTEE ON INDUSTRIAL HEALTH 
— Established 1942. 


Manfred Bowditch, Alton S. Pope, Irving R. Tabershaw. 


SpPecIAL CoMMITTEES 


ComMITTEE ON CANCER — Established 1917. 
George A. Moore (Brockton), chairman; Franklin G. 
Balch, Sr., Ernest M. Daland, Channing C. Sim- 
mons, Thomas J. Anglem. 


REPRESENTATIVES TO THE MASSACHUSETTS CENTRAL HEALTH 
CovuncIit. 
William D. Kinney, George D. Henderson, Robert B. 
Osgood, Merrill E. Champion, Roy J. Ward. 


CoMMITTEE ON PostTGRADUATE INstTRUCTION — Established 
Reginald Fitz, chairman; Leroy E. Parkins, secretary; 


Joseph W. O’Connor, Robert N. Nye, Charles J. 
Kickham. 
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Aug. 3, 1944 


ComMITTEE ON Puysicat THEerapy — Established 1935. 


Arthur L. Watkins, chairman, Franklin P, Lowry 
Robert B. Osgood. Y; 


CommiTrEE To ConsIDER Expert Testimony — Established 
1936. 


Frank R. Ober, chairman; David Cheever, Francis P 
McCarthy, Carl Bearse, William J. Brickley, ; 


Twenty-Five Votinc MemBers 1n Massacuuserts Hosp). 
TAL Service, Inc. — Established 1939, 
Benjamin H. Alton, Gerardo M. Balboni, William B 
Breed, Laurence D. Chapin, Lucien R. Chaput, 
Hilbert F. Day, Augustus W. Dudley, John Fallor 
George K. Fenn, Joseph E. Flynn, Archibald R' 
Gardner, Henry W. Godfrey, John H. Lamben 
Alexander A. Levi, Joseph C. Merriam, Donalj 
Muaro, Albert E. Parkhurst, Helen S. Pittmay 
Allen G. Rice, Arthur T. Ronan, Frank W. Snoy, 
George L. Steele, Ralph R. Stratton, John F 
Talbot, Edward L. Young. 


ComMITTEE CONCERNED WITH PREPAYMENT Mepica.-Cazz 
Costs InsuRANCE — Established 1940. 


James C. McCann, chairman; Peirce H. Leavitt, Joseph 

C. Merriam, J. Harper Blaisdell, Merrill C. Sosman, 

ComMiItTEE oN Tax-SupporTED Mepicat Carne— 
Established 1940. 

John J. Dumphy, chairman; Albert A. Hornor, William 

J. Pelletier, Frederick S. Hopkins, Frank W. Snov. 


ComMITTEE TO MEET WITH THE Massacuusstts Hospi: 
Association — Established 1940. 
Walter G. Phippen, chairman; Frederic Hagler, Edwin 
. Gardner, Albert E. Parkhurst, Edward A. 
Adams, John Fallon. 


CoMmMITTEE ON MATERNAL WELFARE — Established 1941. 


Louis E. Phaneuf, chairman; Richard M. Smith, n- 
chairman; Thomas Almy, Robert L. DeNormandit, 
Arthur F. G. Edgelow, Joseph W. O’Connor, Ray- 
mond §. Titus, Richard J. Williams, Warren R. 
Sisson, James M. Baty, Stewart H. Clifford, Arthur 
M. Kimberly, Florence L. McKay, Robert 7. 
Moulton, Daniel J. Ellison, Ralph E. Cole (interim 
appointment), Benjamin deF. Lambert (intenm 
appointment). 


CommitreE oN REnaBILITaTION — Established 1941. 
William E. Browne, chairman; William M. Collins, James 
J. Regan, Benjamin F. Andrews, Ralph M. Chan- 
bers, Arthur L. Watkins, John Fallon. 


CommitreE on PostpayMENT Mepicat Carz — Established 


Daniel J. Ellison, chairman; Harold F. Rowley, Charles 
F. Fasce, James H. Brewster, Harold E. Perry, 
Lucien R. Chaput, Loring Grimes, Howard ¥ 
Kemp, Patrick E. Gear, Alfred J. Bonneville, Wilfred 
L. McKenzie, Egon E. Kattwinkel, Norman 4 
Welch, Daniel B. Reardon (interim appointmest) 
Michael F. Barrett, Francis T. Jantzen, James 1. 
Brosnan, William G. LeBrecht. 


Muitary Posrcrapuate Commirree — Established 1% 
W. Richard Ohler, chairman; Leroy E. Parkins, ~ 
tary; Chester S. Keefer, Samuel H. Proger, Fran 

R. Ober, Gordon M. Morrison. 


War Participation Commitree — Established 1943. 
Guy L. Richardson, chairman; Ralph R. Strattos 
Dwight O’Hara, Michael A. Tighe, Carl Bears 
Harold G. Giddings. 


Mepicat Apvisory ComMMITTEE TO REGIONAL OPA 
Established 1943. ' 
Joseph Garland, chairman; F. Gorham Brigham, Frankl 

W. White, Loring Grimes (interim appointment) 
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z Loan Funp CoMMITTEE — Established — ; 

dt, chairman; Edward P. Bagg, C. Sidney 
George ee ovokn Homans, Eliot Hubbard, Jr., Peirce 
H. Leavitt, Herbert L. Lombard, Hyman Morrison, 
Walter G. Phippen, William F. Ryan, David D. 
Scannell, Charles A. Sparrow, Ralph R. Stratton, 
Michael A. Tighe, Charles F. Wilinsky. 


ze To Look INTO THE PossiBitity oF BETTER 
Pysuiciry FOR THE Massacnusetts MeEpIcar 
Society — Established 1943. 

. Hornor, chairman; Michael A. Tighe, Robert 
MP Fire, Mannan A. Welch, Walter H. Pulsifer. 


PosTWA 


CoMMITT 


CommitreE ON MEDICAL INFORMATION Bureau — Estab- 
lished 1944. 
Walter G. Phippen, chairman; Michael A. Tighe, Arthur 
W. Allen. 


RepresENTATIVE TO Mentar Heattu For DeFrense Or- 
GANIZATION 
Abraham Myerson. 
ReprESENTATIVE TO THE Hospitat Councit oF Boston 
FOR THE YEAR 1944. 
William E. Browne. 
REPRESENTATIVE ON THE Massacuusetts CoMMITTEE FOR 
Nurses PrRocUREMENT AND ASSIGNMENT SERVICE. 
Dwight O’Hara. 
REPRESENTATIVE ON THE LEGISLATIVE COMMITTEE OF THE 
Massacuusetts CENTRAL HEattH Councit. 
William E. Browne. 


DELEGATES AND ALTERNATES TO THE HousE OF 
DeLtecaTes, AMERICAN MEeEpIcAL AssocIATION 
FoR 1944-1945 


DELEGATES ALTERNATES 
, 


June 1, 1943, to June 1, 1945 


Allen G. Rice Patrick J. Sullivan, Dalton 
Springfield 


Richard H. Miller, Boston 


June 1, 1044, to June 1, 1946 


David D. Scannell, Elmer S. Bagnall, 
_Jamaica Plain Groveland 
Dwight O'Hara, Waltham Ernest L. Hunt, Worcester 
Charles E. Mongan, Somerville Charles J. Kickham, 
Brookline 
John I. B. Vail, Hyannis 


John Fallon, Worcester 


Walter G. Phippen, Salem 


Massacuusetts MEDICAL SERVICE 


Officers and Directors 


James C. McCann, M.D., president 
Philip M. Morgan, vice-president 
Edmund L. Twomey, treasurer 

J. Harper Blaisdell, M.D. 

Daniel j. Boyle 

Thomas G. Brown 

Thomas G. Dignan 

J. H. Humphrey 
Ernest A. Johnson 
Harold B. Leland 
Charles E. Mon an, M.D. 
Frank R. Ober, M 

P. A. O’Connell 
Roswell F. Phelps 
Oliver G. Pratt 
Samuel A. Robins, M.D. 


- F. Cahalane, executive director, 230 Congress 
Street, Boston 


MASSACHUSETTS MEDICAL SOCIETY 


Members of the Corporation 


William H. Allen, M.D. 
Elmer S. Bagnall, M. D. 


William A. R. Chapin, M.D. 


Isaac S. F. Dodd, M.D. 
Reginald Fitz, M.D. 
Edwin D. Gardner, M.D. 
C. Bertram Gay, M.D. 
Loring Grimes, M.D. 
Edward M. Halligan, M.D. 
Eliot Hubbard, Jr., M.D. 
Charles J. Kickham, M.D. 
William D. Kinney, M.D. 


Peirce H. Leavitt, M.D. 
Donald Munro, M.D. 
Dwight O’Hara, M.D. 
William J. Pelletier, M.D. 
Ralph S. Perkins, M.D. 
L. Beverly Pond, M.D. 
Sumner H. Remick, M.D. 
Henry A. Robinson, M.D. 
William F. Ryan, M.D. 
Frank W. Snow, M.D. 
Michael A. Tighe, M.D. 


CounciLors For 1944-1945 


(ELecrep sy THE District Mepicat Societies at THEIR 
Annuat Meetinecs, Aprit 15 ro May 15, 1944.) 


BARNSTABLE 


; N. Kelly, Orleans, River Rd., V. P. 

. M. Butterfield, Harwich, A. M. N. C. 

C. H. Keene, Chatham, Seaview St. 

J. G. Kelley, Pocasset, Barnstable County Sanatorium, 


Sec. 


W. D. Kinney, Osterville, E. C., M. N. C. 


BERKSHIRE 


F. R. Smith, Pittsfield, 18 Bank Row, V. P. 

N. N. Copeland, Pittsfield, 131 North St., Sec. 

I. S. F. Dodd, Pittsfield, 34 Fenn St., E. C. 

C. F. Fasce, Pittsfield, 311 North St., A. M. N. C. 
C. F. Kernan, Pittsfield, 184 North St. 

C. T. Leslie, Pittsfield, 18 Bank Row. 

J. F. McLaughlin, Adams, 25 Park St. 

Solomon Schwager, Pittsfield, 246 North St. 


P. J. Sullivan, 


Bristot Nortu 


alton, 471 Main St., A. E. C., M. N. C. 


J. L. Murphy, Taunton, 23 Cedar St., V. P., A. M. N.C. 
W. H. Allen, Mansfield, 70 North Main St., E. C., 


M. N. C. 


J. H. Brewster, Attleboro, 178 South Main St. 
R. M. Chambers, Taunton, Taunton State Hospital, 


A. E.C 


W. J. Morse, Attleboro, 34 Sanford St., Sec. 
W. M. Stobbs, Attleboro, 63 Bank St. 


Bristot SoutH 


Russell Wood, New Bedford, 160 William St., V. P. 
G. W. Blood, Fall River, 82 New Boston Rd. 
R. B. Butler, Fall River, 278 North Main St., A. E. C. 


A. M. N. C. 


E. F. Cody, New Bedford, 105 South Sixth St., M. N. C. 
. A. Fournier, Fall River, 11 Choate St. 
. D. Gardner, New Bedford, 150 Cottage St., E. C. 
. M. Howes, New Bedford, 135 Cottage St. 


E. Perry, New Bedford, 159 Cottage St. 

H. Smith, Edgartown, North Water St. 

H. Sterns, New Bedford, 31 Seventh St., Sec. 
N. Tilden, Mattapoisett, Barstow St. 

C. Tripp, New Bedford, 416 County St. 


. E. Truesdale, Fall River, 151 Rock St. 


Essex Norru 


J. T. Batal, Andover, Office Lawrence, 281 Haverhill St., 
V. P 


E. S. Bagnall, Groveland, 281 Main St., President. 
R. V. Baketel, Methuen, 7 Hampshire St. 

G. J. Connor, Haverhill, 81 Merrimack St. 
Elizabeth Councilman, Newburyport, 83 High St. 
H. A. Fenton, Lawrence, 36 Winthrop Ave. 

E. H. Ganley, Methuen, 251 Broadway 

H. R. Kurth, Lawrence, 57 Jackson St., Sec. 

P. J. Look, Andover, 115 Main St. 

R. J. Neil, Methuen, 255 Broadway. 














R. C. Norris, Methuen, 247 Broadway, A. E. C., A. M. 
. 


NM; Cc. 
G. L. Richardson, Haverhill, 94 Emerson St., M. N. C. 
F. W. Snow, Newburyport, 24 Essex St., E. C. 
C. F. Warren, Amesbury, 1 School St. 






Essex Sout 
E. D. Reynolds, Danvers, 48 High St., V. P. 
Bernard Appel, Lynn, 281 Ocean St. 
H. A. Boyle, Middleton, Essex Sanatorium. 
D. S. Clark, Salem, 2 Oliver St. 
C. L. Curtis, Salem, 10 Federal St., A. E. C. 
R. E. Foss, Peabody, 125 Main St. 










Loring Grimes, Swampscott, 84 Humphrey St., E. C. 
P. P. Johnson, Beverly, 1 Monument Sq., A. M. N. C. 
H. M. Lowd, Swampscott, 90 Burrill St. 






ise] 





. B. Mansfield, Ipswich, 4 Green St. 

. E. Parkhurst, Beverly, Monument Sq. 

. S. Pettingill, Middleton, Essex Sanatorium. 

. G. Phippen, Salem, 31 Chestnut St., Ex-Pres. 

. S. Rust, Gloucester, 48 Pleasant St. 

. D. Stebbins, Salem, 26 Chestnut St., Sec. 

P. E. Tivnan, Salem, 70 Washington St., M. N. C. 
J. W. Trask, East Lynn, 90 Ocean St. 

C. F. Twomey, East Lynn, 80 Ocean St. 

C. A. Worthen, Lynn, 19 Park St. 








Or 





= 





mo 









FRANKLIN 
K. H. Rice, South Deerfield, 141 Main St., V. P. 
H. L. Craft, Ashfield, Sec. 
H. M. Kemp, Greenfield, 42 Franklin St., M. N. C. 
M. B. Low, Deerfield, 31 Federal St., A. E. C. 
W. J. Pelletier, Turners Falls, 113 Ave. A., E. C., A. M. 
N.C. 










HAMPDEN : 
J. E. Dwyer, Springfield, 146 Chestnut St., V. P. 
F. H. Allen, Holyoke, 16 Fairfield St. 
E. P. Bagg, Holyoke, 207 Elm St., A. E. C. 
J. M. Birnie, Springfield, 146 Chesnut St., Ex-Pres. 
H. F. Byrnes, Springfield, 6 Chestnut St. 
W. A. R. Chapin, Springfield, 121 Chestnut St., E. C. 
J. L. Chereskin, Springfield, 333 Bridge St. 
A. J. Douglas, Westfield, 93 Elm St. 
E. C. Dubois, Springfield, 174 Buckingham St. 
G. L. Gabler, Holyoke, 4 Bullard Ave. 
P. E. Gear, Holyoke, 188 Chestnut St. 
Frederic Hagler, Springfield, 20 Maple St. 
G. D. Henderson, Holyoke, 176 Chestnut St. 
F. S. Hopkins, Springfield, 146 Chestnut St. 
Charles Jurist, Springfield, 70 Chestnut St. 
M. W. Pearson, Ware, 19 Pleasant St. 
A. G. Rice, Springfield, 146 Chestnut St., M. N. C. 
G. L. Schadt, Springfield, 44 Chestnut St., Ex-Pres. 
J. A. Seaman, Longmeadow, Office Springfield, 20 Maple 

















St. 
G. C. Steele, West Springfield, 39 Church St., Sec. 
G. L. Steele, Springfield, 20 Maple St. 





HAMPSHIRE 

A. N. Ball, Northampton, State Hospital, V. P. 

A. J. Bonneville, Hatfield, 60 Main St. 

J. D. Collins, Northampton, 187 Main St., A. E. C., 
A. M.N. C. 

W. M. Dobson, Northampton, Veterans Administration 
Facility. 

L. B. Pond, Easthampton, 115 Main St., E. C., M. N. C. 

Mary P. Snook, Chesterfield, Sec. 











Mipptesex East 


J. H. Kerrigan, Stoneham, 481 Main St. V. P. 

Je ra Winchester, Office Boston, 45 Bay State 

R. M. Burgoyne, Winchester, 15 Washington St. : 

Richard Dutton, Wakefield, 33 Avon St., A. E. C. 

E. M. Halligan, Reading, 37 Salem St., E. C., A. M. N.C. 

R. W. Layton, Melrose, 8 Porter St., Sec. 

M. J. Quinn, Winchester, 44 Church St. 

R. R. Stratton, Melrose, 538 Lynn Fells Parkway, 
Me. ©, ©. 

J. M. Wilcox, Woburn, 6 Bennett St. 
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Mipptesex Nortu 





J. J. Cassidy, Lowell, 9 Central St., V. P. 
H. R. Coburn, Lowell, 202 Merrimack St. 


W. M. Collins, Lowell, 174 Central St., A. EC, 4. y 


N.C. 
D. J. Ellison, Lowell, 8 Merrimack St. 
A. R. Gardner, Lowell, 16 Shattuck St. 
H. M. Larrabee, Lowell, 9 Central St., M. N.C. 
B. D. Leahey, Lowell, 9 Central St., Sec. 
W. F. Ryan, Lowell, 219 Central St., E. C. 
M. A. Tighe, Lowell, 9 Central St., Secretary. 


Mipp.Lesex SoutH 


H. G. Giddings, Newton Centre, Office Boston, 27) 
Commonwealth Ave., V. P. 

C. F. Atwood, Arlington, 821 Massachusetts Ave. 

E. W. Barron, Malden, Office Boston, 20 Ash St. 

W. B. Bartlett, Concord, 28 Monument St. 

Harris Bass, Everett, 351 Broadway. 

J. M. Baty, Belmont, Office Brookline, 1101 Beacon §, 

J. D. Bennett, West Somerville, 72 College Ave. 

E. H. Bigelow, Framingham, Hotel Kendall, Ex-Pres, 

W. O. Blanchard, Newton, 465 Centre St. 

G. F. H. Bowers, Newton Highlands, 156 Woodward §:. 

Madelaine R. Brown, Cambridge, Office Boston, 264 
Beacon St. 

R. W. Buck, Waban, Office Boston, 5 Bay State Rd. 

E. J. Butler, Cambridge, 25 Garden St. 

J. F. Casey, Allston, Office Boston, 475 Commonwealth 

Avenue. 

C. W. Clark, Newtonville, 363 Walnut St. 

B. F. Conley, Malden, 51 Main St. 

J. A. Daley, Natick, 36 Pond St. (interim appointment). 

H. F. Day, Cambridge, 34 Kirkland St. 


C. L. Derick, Newton Highlands, Office Boston, 4!) 
Beacon St. 

J. G. Downing, Newton, Office Boston, 520 Common 
wealth Ave. 


R. A. Drake, West Medford, 298 High Street. 

C. W. Finnerty, West Somerville, 5 Pearson Rd. 

H. Q. Gallupe, Waltham, 751 Main St. 

Stanton Garfield, Concord, 20 Sudbury St. ° 

F. W. Gay, Malden, 20 Park St. 

H. W. Godfrey, Auburndale, 14 Hancock St. 

J. L. Golden, Medford, 86 Forest St. 

A. D. Guthrie, Medford, 408 Salem St. 

Eliot Hubbard, Jr., Cambridge, 29 Highland St., Treas 

urer. 

. M. Jackson, Everett, 512 Broadway, A. E. C. 

. Jouett, Cambridge, 1 Craigie St. 

. Kattwinkel, West Newton, 65 Sterling St. 

. Levi, Newton, Office Boston, 481 Beacon St., Se 
Lowry, Newton, 313 Washington St. 

. Makechnie, Cambridge, 14 Upland Rd. 

. Means, Cambridge, 1 Waterhouse St. 

Merriam, Framingham, 198 Union Ave., A. M 
& 


ODZ PMP 


N. C. 
. E. Mongan, Somerville, 24 Central St., Ex-Pres. 
. P. Nelligan, Cambridge, 2336 Massachusetts Ave. 
E. J. O’Brien, Jr., Newton, Office Boston, 270 Commo 
wealth Ave. :; 
Dwight O’Hara, Waltham, Office Boston, 416 Huatss 
ton Ave., E. C., M. N. C., C. _— 
Fabyan Packard, Belmont, Office Boston, Soldiers Field 
L. G. Paul, Newton Centre, Office Boston, 270 Commo 
wealth Ave. 
T. E. Reilly, Marlboro, 6 Newton St. f sii 
S. H. Remick, Waltham, 735 Trapelo Rd., Vice-Presidet! 
Max Ritvo, Newton, Office Boston, 416 Marlboro St. 
E. H. Robbins, Somerville, 334 Broadway. + Pla 
E. S. A. Robinson, Newton Centre, Office Jamaica *™ 
375 South St. f sla 
M. J. Schlesinger, Newton, Office Boston, 330 Brookiis’ 


AO SPP mp 


ve. 
E. W. Small, Belmont, 68 Leonard St. 
H. P. Stevens, Cambridge, 1 Craigie St. 
H. W. Thayer, Newtonville, 355 Walnut St. 
K. J. Tillotson, Waverley, McLean Hospital 
appointment). 
A. B. Toppan, Watertown, 289 Mt. Auburn St. 
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] Natick, Office Boston, 29 Bay State Rd. 
ten Niys, Weston, 338 Boston Post Rd. 
FresetWalcott, Cambridge, 81 Sparks St. 

A. L. Watkins, Arlington, Office Boston, Massachusetts 


Hospital. 
B gee Noutet Office Boston, 471 Commonwealth 


B 6 Gast Weston, Office Waltham, 751 Main St. 
Alfred Worcester, Waltham, 314 Bacon St., Ex-Pres. 
Hovhannes Zovickian, Watertown, 528 Mt. Auburn St. 


NorFOLK . 
ae Ehrenfried, Brookline, Office Boston, 520 Beacon 


, V.P. 

J. Pah West Roxbury, 1857 Centre St. 

Carl Bearse, Boston, 483 Beacon St. 

Arthur Berk, Brookline, Office Boston, 270 Common- 
wealth Ave. ; 

M. I. Berman, Dorchester, 1071 A Blue Hill Ave. 

G. F. Blood, Roslindale, 20 Belgrade Ave. 

|. E. Burns, Wellesley Hills, Office Boston, 475 Common- 

"wealth Ave. ; 

|. H. Carey, Dorchester, 103 Melville Ave. 

D. J. Collins, Norwood, 100 Day St. 

William Dameshek, Brookline, Office Boston, 371 Com- 
monwealth Ave. 

G. L. Doherty, West Roxbury, Office Boston, 466 Com- 
monwealth Ave. 

H. M. Emmons, Needham, Office Boston, 354 Common- 
wealth Ave., A. E. C. 

].C. V. Fisher, West Roxbury, 1811 Centre St. 

Susannah Friedman, Roxbury, Office Boston, 485 
Commonwealth Ave. 

B. A. Godvin, Jamaica Plain, Office Boston, 483 Beacon 


St. 
D. C. Goldfarb, Brookline, Office Boston, 483 Beacon 


St. 

J. B. Hall, Roxbury, 60 Windsor St. 

H. B. Harris, East Milton, Office Dorchester, 487 
Columbia Rd. 

R. J. Heffernan, Jamaica Plain, Office Brookline, 1101 
Beacon St., C. 

H. J. Inglis, Chestnut Hill, Office Boston, 43 Bay State 
Rd., A. M. N. C. 

P. J. Jakmauh, Milton, Office South Boston, 509 Broad- 


way. 
I. R. Jankelson, Jamaica Plain, Office Boston, 483 
Beacon St. 
C. J. Kickham, Brookline, Office Boston, 524 Common- 
wealth Ave., E. C. 
C. J. E. Kickham, Jamaica Plain, Office Boston, 12 Bay 
State Rd., Sec. 
E. L. Kickham, Brookline, Office Boston, 270 Common- 
wealth Ave. 
H. M. Landesman, Roxbury, Office Boston, 429 Marl- 
_ borough St. 
Timothy Leary, Jamaica Plain, Office Boston, 784 
Massachusetts Ave. 
D. S. Luce, Canton, 553 Washington St. 
M. Lydon, Dorchester, 276 Bowdoin St. 
L. Lynch, Roslindale, Office Boston, 245 State St. 
P. McCarthy, Milton, Office Boston, 371 Common- 
wealth Ave. 
L. McCarthy, West Roxbury, Office Boston, 479 
Beacon St. 
R. T. Monroe, Brookline, Office Boston, 270 Common- 
_ _ wealth Ave., C. 
F. J. Moran, Dedham, 395 Washington St. 
er *5 Morrison, Roxbury, Office Boston, 483 Beacon 


St. 

D. J. Mullane. Jamaica Plain, 776 Centre St. 

Abraham Myerson, Brookline, Office Boston, 475 Com- 

M monwealth Ave. (interim appointment). 

M. W. O'Connell, West Roxbury, Office Boston, Boston 
City Hospital. 

G. W. Papen, Brookline, Office Boston, 31 Milk St. 
“ahaa ge West Roxbury, Office Boston, 29 Bay 

e Rd. 

Frederick Reis, Jamaica Plain, Office Boston, 416 Hunt- 

ington Ave; 


N : 
S. A. Robins, Roxbury, Office Boston, 636 Beacon St. 


aOQEQ 


real 
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D. D. Scannell, Jamaica Plain, Office Boston, 475 Com- 
monwealth Ave., M. N. C. 

J. A. Seth, Milton, Office Boston, 47 Bay State Rd. 

Kathleyne S. Snow, Jamaica Plain, Office Boston, 466 
Commonwealth Ave. 

J. W. Spellman, Chestnut Hill, Office Brookline, 1101 
Beacon St. 

M. H. Spellman, Jamaica Plain, Office Boston, 475 
Commonwealth Ave. 

J. P. Treanor, Jr., Jamaica Plain, Office Brookline, 1101 
Beacon St. 

W. J. Walton, Dorchester, 106 Bowdoin St. 

S. H. Weiner, Roxbury, Office Boston, 524 Common- 
wealth Ave. 

N. A. Welch, West Roxbury, Office Boston, 520 Common- 
wealth Ave., Assistant Treasurer. 


NorFo_k SoutH 


H. A. Robinson, Hingham, 205 North St., V. P., E. C. 

C. S. Adams, Wollaston, 62 Brooks St. 

F. A. Bartlett, Wollaston, 308 Beale St. 

D. - Belding, Hingham, Office Boston, 80 East Concord 
t 


Harry Braverman, Quincy, 43 School St. 

Frederick Hinchcliffe, Cohasset, 117 South Main St. 

E. K. Jenkins, South Braintree, Norfolk County Hos- 
pital, Sec. 

J. E. Knowlton, Quincy, 579 Hancock St., A. M. N. C. 

N. R. Pillsbury, South Braintree, Norfolk County 
Hospital, A. E. C. 

D. B. Reardon, Quincy, 1186 Hancock St., M. N. C. 


PLYMOUTH 


P. H. Leavitt, Brockton, 129 West Elm St., V. P., E. C. 
S. J. Beers, Plymouth, 118 Court St. 
H. King, Duxbury, Cedar St. 
D. McCann, Brockton, 12 Cottage St., A. E. C. 
C. McLeod, Brockton, Goddard Hospital, Sec. 
J. McNamara, Brockton, 231 Main St. 
A. Moore, Brockton, 167 Newbury St. 
H. Peirce, South Hanson, Plymouth County Hospital, 
A. M.N. C. 
Perry, Middleboro, 39 Oak St. 


c 
c.. 
R. 
pA 
G. 
B. 
Ez. L. 

W. H. Pulsifer, Whitman, 26 Park Ave., M. N. C. 


SUFFOLK 


Donald Munro, Boston, 818 Harrison Ave., V. P., E. C. 

A. W. Allen, Boston, 266 Beacon St., C. 

J. W. Bartol, Boston, 1 Chestnut St., Ex-Pres. 

W. B. Breed, Boston, 264 Beacon St., M. N. C. 

W. J. Brickley, Boston, 524 Commonwealth Ave. 

W. E. Browne, Boston, 587 Beacon St. 

W. B. Castle, Boston, Boston City Hospital. 

David Cheever, Boston, 193 Marlborough St. 

Pasquale Costanza, East Boston, 238 Maverick St. 

N. W. Faxon, Boston, Massachusetts General Hospital. 

G. B. Fenwick, Chelsea, 38 Cary Ave. 

Jacob Fine, Boston, 330 Brookline Ave. 

Reginald Fitz, Boston, 319 Longwood Ave., President- 
Elect. 

Somers Fraser, Boston, 395 Commonwealth Ave. 

Maurice Fremont-Smith, Boston, 12 Hereford St. 

Channing Frothingham, Boston, Office Jamaica Plain, 
1153 Centre St., Ex-Pres. 

Joseph Garland, Boston, 266 Beacon St. 

R. L. Goodale, Boston, 330 Dartmouth St., Sec. 

F. C. Hall, Boston, 372 Marlborough St., C. 

John Homans, Boston, 311 Beacon St. (interim 
appointment). 

A. A. Hornor, Boston, 319 Longwood Ave., A. M. N. C. 

L. M. Hurxthal, Boston, 605 Commonwealth Ave. 

C. S. Keefer, Boston, 65 East Newton St. 

H. A. Kelly, Winthrop, 200 Pleasant St. 

R. I. Lee, Ruseen, 264 Beacon St., Ex-Pres. 

. C. Lund, Boston, 319 Longwood Ave., A. E. C. 

Mixter, Boston, 319 Longwood Ave. 

Musgrave, Revere, 622 Beach St. 

Newton, Boston, 319 Longwood Ave., C. 

Nye, Boston, 8 Fenway. 

Ober, Boston, 234 Marlborough St., Ex-Pres. 


QO 


Om ms 


~ 


. O’Brien, Boston, 465 Beacon St. 
O’Hare, Boston, 520 Commonwealth Ave. 


‘3; 
4 4 
Fz 
.N 
R. 
_W 
Pz 


— a 












THE NEW ENGLAND JOURNAL OF MEDICINE 


L. E. Parkins, Boston, 12 Bay State Rd. 

L. E. Phaneuf, Boston, 270 Commonwealth Ave. 
Helen S. Pittman, Boston, 264 Beacon St. 

J. H. Pratt, Boston, 30 Bennet St. 


J. J. Regan, Boston, 520 Commonwealth Ave. (interim 


appointment). 


W. H. Robey, Boston, 202 Commonwealth Ave., Ex-Pres. 


H. F. Root, Boston, 81 Bay State Rd. 

R. M. Smith, Boston, 330 Dartmouth St., C. 

M. C. Sosman, Boston, 721 Huntington Ave. 

E. F. Timmins, South Boston, 527 Broadway. 

J. J. Todd, Boston, 479 Beacon St. 

S. N. Vose, Boston, 29 Bay State Rd. 

Conrad Wesselhoeft, Boston, 315 Marlborough St. 
C. F. Wilinsky, Boston, 330 Brookline Ave. 


WoRCESTER 


B. H. Alton. Worcester, 27 Elm St., V. P. 

C. R. Abbott, Clinton, 60 Walnut St. 

B. F. Andrews, Worcester, 36 Pleasant St. 

A. W. Atwood, Worcester, 390 Main St. 

George Ballantyne, Worcester, 27 Elm St. 

Gordon Berry, Worcester, 36 Pleasant St., A. E. C. 

W. P. Bowers, Clinton, 264 Chestnut St., Ex-Pres. 

E. J. Crane, Holden, Armington Lane. 

J. J. Dumphy, Worcester, 390 Main St. 

John Fallon, Worcester, 390 Main St. 

L. M. Felton, Worcester, 36 Pleasant St. 

J. V. Gallagher, Milford, 224 Main St. 

E. R. Leib, Worcester, 36 Pleasant St. 

L. P. Leland, Worcester, 36 Pleasant St., Sec. 

W. F. Lynch, Worcester, 390 Main St., A. M. N. C. 

J. C. McCann, Worcester, 390 Main St. 

A. E. O’Conneli, Worcester, 390 Main St. 

H. L. Paine, North Grafton, Grafton State Hospital 

R. S. Perkins, Worcester, 10 Hackfeld Rd., E. C. 

C. A. Sparrow, Worcester, 21 West St. 

O. H. Stansfield, Worcester, 36 Pleasant St. 

T. L. Story, Southbridge, 17 Maple St. (interim 
appointment). 

J. C. Sullivan, Webster, 18 Negus St. 

R. J. Ward, Worcester, 9 Bellevue St., C. 

R. P. Watkins, Worcester, 332 Main St., M. N. C. 

B. C. Wheeler, Worcester, 27 Elm St. 

S. B. Woodward, Worcester, 58 Pearl St., Ex-Pres. 


Worcester Nortu 


H. D. Bone, Gardner, 19 Pleasant St., V. P. 
E. A. Adams, Fitchburg, 44 Oliver St., Sec. 
C. B. Gay, Fitchburg, 62 Day St., E. C. 

G. P. Keaveny, Fitchburg, 62 Fox St. 

J. V. McHugh, Leominster, 100 Main St. 


J. H. Brewster, Attleboro. 
W. M. Stobbs, Attleboro. 


BristoL SouTH 
(Supervisor to be appointed.) 
E. A. McCarthy, Fall River 
F. M. Howes, New Bedford. 
W. F. MacKnight, Fall River. 
C. C. Persons, New Bedford. 


Essex Nortu 
R. V. Baketel, Methuen, supervisor. 
L. C. Peirce, Newburyport. 
E. M. Gale, Merrimac. 
F. A. O’Reilly, Lawrence. 
W. W. Ferrin, Haverhill. 


Essex Sout 
A. E. Parkhurst, Beverly, supervisor. 
J. G. Adams, Salem. 
W. C. Inman, Danvers. 
R. A. Harpin, Lynn. 
I. B. Hull, Gloucester. 


FRANKLIN 
W. J. Pelletier, Turners Falls, supervisor. 
A. H. Ellis, Greenfield. 
P. M. Freeman, Greenfield. 
J. E. Moran, Greenfield. 
F. W. Dean, Northfield. 


HAMPDEN 
Frederic Hagler, Springfield, supervisor. 
J. M. Gilchrist, Springfield. 
A. F. G. Edgelow, Springfield. 
John Pallo, Westfield. 
G. D. Henderson, Holyoke. 


HAMPSHIRE 
A. J. Bonneville, Hatfield, supervisor. 
M. E. Cooney, Northampton. 
T. F. Corriden, Northampton. 
E. Hayes, Northampton. 


J: 
C. H. Wheeler, Haydenville. 


Mipp.Lesex East 
M. J. Quinn, Winchester, supervisor. 
J. H. Fay, Melrose. 
C. E. Montague, Wakefield. 
S. H. Moses, Winchester. 


F. A. _— Athol, 43 Cottage St., A. E. C., A. M. 
B. P. Sweeney, Leominster, 5 Gardner Place, M. N. C. 


The initials E. C. following the name of a councilor indicate that he is 
a member of the Executive Committee, and 4. E. C. that he is an alternate 
member of the Executive Committee; M. N. C. that he is a member of the 
Committee on Nominations and 4. M.N.C. that he is an alternate 
member of the Committee on Nominations; V. P. that a member is a 
councilor by virtue of his office as president of a district society and so 
vice-president of the general society; C. by virtue of his office as chairman 
of a standing committee; Sec. by virtue of his office as secretary of a district 
society and Ex-Pres. by virtue of being a past president. 


Censors For 1944-1945 


C. R. Baisley, Reading. 


MippLesex Nortu 
W. F. Ryan, Lowell, supervisor. 
F. R. Brady, Lowell. 
R. C. Stewart, Lowell. 
H. L. Leland, Lowell. 


J. D. Sweeney, Lowell. 


MippLesEx SouTH 
H. Q. Gallupe, Waltham, supervisor. 
E. H. Robbins, Somerville. 
A. N. Makechnie, Cambridge. 
J. E. Vance, Natick. 
H. W. Thayer, Newtonville. 


BARNSTABLE 


W. D. Kinney, Osterville, supervisor. 
E. F. Curry, Sagamore. 

C. E. Harris, Hyannis. 

J. I. B. Vail, Hyannis. 

D. H. Hiebert, Provincetown. 


NorRFOLK 
Hyman Morrison, Roxbury, supervisor. 
C. J. Kickham, Brookline. 


BERKSHIRE C. E. Allard, Dorchester. 


C. T. Leslie, Pittsfield, supervisor. 
I. S. F. Dodd, Pittsfield 

M. M. Brown, North Adams. 

A. C. England, Pittsfield, 

W. T. Frawley, Pittsfield. 


Bristot Nortu 


W. H. Allen, Mansfield, supervisor. 
L. E. Butler, Taunton. 
A. J. Leddy, Taunton. 


Saul Berman, Chestnut Hill. 
Kathleyne S. Snow, Jamaica Plain. 


Norro._k Sout 
C. S. Adams, Wollaston, supervisor. 
D. L. Belding, Hingham. 
W. L. Sargent, Quincy. 
C. J. Lynch, Quincy. 
R. R. Ryan, South Weymouth. 





Vol. 231 No. 5 MASSACHUSETTS 


PLYMOUTH . 
E. L. Perry, Middleboro, supervisor. 
J. H. Dunn, Rockland. 
]. A. Pettey, Brockton. 
D. W. Pope, Brockton. 
W. T. Hanson, Bridgewater. 


SuFFOLK 
J. H. Pratt, Boston, supervisor. 
H. T. Hutchins, Boston. 
A. J. A. Campbell, Boston. 
W. E. Browne, Boston. 
E. F. Timmins, South Boston. 


WorcESTER 
B. C. Wheeler, Worcester, 5 upervisor. 
B. H. Flower, Shrewsbury. 
George Ballantyne, Worcester. 
R. §. Newton, Westboro. 
H. N. Kelley, Worcester. 


WorcestER NoRTH 
C. B. Gay, Fitchburg, supervisor. 
F. J. Djerf, Fitchburg. 
G. P. Keaveny, Fitchburg. 
J. A. McLean, Ayer. 
F. A. Reynolds, Athol. 





VicE-PRESIDENTS OF THE MASSACHUSETTS 
Mepicat Society (£x-Offictis) 
FoR 1944-1945 


PRESIDENTS OF District MepIcaL SociETIES 


(Arranged according to seniority of fellowship 
in the Massachusetts Medical Society) 


Norrotk — Albert Ehrenfried, Brookline. 

Mwpptesex Nortu — James J. Cassidy, Lowell. 
Mwpiesex Sourn — Harold G. Giddings, Newton Centre. 
Mipptesex East — Joseph H. Kerrigan, Stoneham. 
HamppeN — John E. Dwyer, Springfield. 

Hampsuire — Arthur N. Ball, Northampton. 

Bristo. Nort — Joseph L. Murphy, Taunton. 
Norro.k Sours — Henry A. Robinson, Hingham. 
Piymouth — Peirce H. Leavitt, Brockton. 

Worcester Norra — Herman D. Bone, Gardner. 
Worcester — Benjamin H. Alton, Worcester. 
SurroLk — Donald Munro, Boston. 

Bristow Soutn — Russell Wood, New Bedford. 
FRANKLIN — Kenneth H. Rice, South Deerfield. 
Essex Nortx — John T. Batal, Lawrence. 

BERKSHIRE — Floyd R. Smith, Pittsfield. 

Essex Sourn — Edwin D. Reynolds, Danvers. 
BARNSTABLE — Joseph N. Kelly, Orleans. 





ComMIssionERS OF TRIAL FOR 1944-1945 


BARNSTABLE — F. O. Cass, Provincetown. 
BERKSHIRE — J. B. Thomes, Pittsfield. 
Bristo. Nortu — J. W. Cook, Mansfield. 
Susto. Sours — A. C. Lewis, Fall River. 
a Nort — F. W. Anthony, Haverhill. 
‘Ssex Soura — 0. C. Blair, Lynn. 


FRANKLIN — K. W. 


D. Jacobus, Turners Falls. 
Hamppen — F. 


K. Dutton, Springfield. 


MEDICAL SOCIETY 


Hampsuire — E. H. Copeland, Northampton. 
Mipp.Lesex East — W. H. Keleher, Woburn. 
Mipp.esex Nortu — J. F. Boyle, Lowell. 
Mipp.esex Soutu — H. P. Stevens, Cambridge. 
Norro._k — W. J. Walton, Dorchester. 
Norro_k Soutu — F. A. Bartlett, Wollaston. 
Pitymoutu — J. A. Carriuolo, Brockton. 
SurFro_k — J. R. Torbert, Boston. 

WorceEsTER — W. P. Bowers, Clinton. 
Worcester Nortu — A. P. Lachance, Gardner. 





OFFICERS OF THE SECTIONS FOR 1945 


ELECTED BY THE SECTIONS 


Section oF MEDICINE 
Chairman, Albert A. Hornor, Boston; vice-chairman, 
Daniel J. Ellison, Lowell; secretary, Francis C. Hall, 
Boston. 


SECTION OF SURGERY 

Chairman, Charles F. Twomey, East Lynn; secretary, 
Alexander J. A. Campbell, Boston. 

Executive Committee — Stanley J. G. Nowak, Bel- 
mont and Boston (1 year); Edward L. Young, Jr., 
Brookline and Boston (2 years); E. Parker Hayden, 
Brookline and Boston (3 years). 


SEcTION OF PEDIATRICS 


Chairman, Floyd R. Smith, Pittsfield; secretary, Gerald 
N. Heeffel, Cambridge. 

Executive Committee — Chairman, Philip H. Sylvester, 
Boston; James Marvin Baty, Belmont and Brook- 
line; Leroy T. Stokes, Haverhill. 


SecTION OF OBSTETRICS AND GYNECOLOGY 
Chairman, Arthur F. G. Edgelow, Springfield; vice- 
chairman, William J. McDonald, Boston; secretary, 

George Van S. Smith, Brookline. 


Section oF RADIOLOGY 


Chairman, George Levene, Chestnut Hill and Boston; 
secretary, Edward B. D. Neuhauser, Cambridge 
and Boston. 


SEcTION oF PHYSIOTHERAPY 


Chairman, Arthur L. Watkins, Arlington and Boston; 
secretary, Howard Moore, Newton and Boston. 


SecTION oF DERMATOLOGY AND SYPHILOLOGY 
Chairman, Bernard Appel, Lynn; secretary, Fenner A. 


Chace, Fall River. 





OFFICERS OF THE DistricT MEDICAL SOCIETIES 


For 1944-1945 


BARNSTABLE — President, Joseph N. Kelly, Orleans; vice- 
president, Harold F. Rowley, Harwich Port; secretary, Julius 
G. Kelley, Pocasset; treasurer, Frank Travers, Barnstable; 
librarian, Carroll H. Keene, Chatham; executive and public- 
relations councilor, William D. Kinney, Osterville; Jegis- 
lative councilor, Julius G. Kelley, Pocasset. 


BerksHirE — President, Floyd R. Smith, Pittsfield; vice- 
president, Thomas H. Nelligan, Pittsfield; secretary, N. Newall 
Copeland, Pittsfield; treasurer, Daniel N. Beers, Pittsfield; 
executive councilor, Isaac S. F. Dodd, Pittsfield; legislative 
councilor, Clement F. Kernan, Pittsfield; public-relations 
councilor, Patrick J. Sullivan, Dalton. 



















204 


Bristot Nortu — President, Joseph L. Murphy, Taunton; 
vice-president, William M. Stobbs, Attleboro; secretary, 
William J. Morse, Attleboro; treasurer, Joseph V. Chatigny, 
Taunton; executive councilor, William H. Allen, Mansfield; 
legislative councilor, Ralph M. Chambers, Taunton; public- 
relations councilor, James H. Brewster, Attleboro. 


Bristot Sout — President, Russell Wood, New Bedford; 
vice-president, John C. Corrigan, Fall River; secretary and 
treasurer, Albert H. Sterns, New Bedford; executive and 
‘legislative councilor, Edwin D. Gardner, New Bedford; 
public-relations councilor, Harold E. Perry, New Bedford. 


Essex Nortu — President, John T. Batal, Lawrence; 
vice-president, Percy J. Look, Andover; secretary, Harold R. 
Kurth, Lawrence; treasurer, Guy L. Richardson, Haverhill; 
auditor, Paul Nettle, Bradford; executive councilor, Frank W. 
Snow, Newburyport; legislative councilor, Edward H. Ganley, 


Methuen; public-relations councilor, Harold R. Kurth, 
Lawrence. 

Essex Soutu — President, Edwin D. Reynolds, Danvers; 
vice-president, William R. Irving, Gloucester; secretary, 
Henry D. Stebbins, Marblehead; treasurer, Charles F. 


Deering, Danvers; executive and public-relations councilor, 
Loring Grimes, Swampscott; Jegislative councilor, Charles A. 
Worthen, Lynn. 


FRANKLIN — President, Kenneth H. Rice, South Deer- 
field; vice-president, John B. Temple, Shelburne Falls; secre- 
tary and treasurer, Harry L. Craft, Ashfield; executive and 
public-relations councilor, William J. Pelletier, Turners Falls; 
legislative councilor, Howard M. Kemp, Greenfield. 


Hampven — President, John E. Dwyer, Springfield; vice- 
president, Merrill F. Hosmer, Longmeadow; secretary and 
treasurer, George C. Steele, West Springfield; executive and 
legislative councilor, William A. R. Chapin, Springfield; 
public-relations councilor, Patrick E. Gear, Holyoke. 


Hampsnire — President, Arthur N. Ball, Northampton; 
vice-president, Joseph D. Fallon, Northampton; secretary 
and treasurer, Mary P. Snook, Chesterfield; /ibrarian, Abbie 
M. O’Keefe, Northampton; executive councilor, L. Beverly 
Pond, Easthampton; Jegislative councilor, Arthur N. Ball, 
—— public-relations councilor, Alfred J. Bonneville, 

atfield. 


Mippiesex East — President, Joseph H. Kerrigan, Stone- 
ham; vice-president, Justin L. Anderson, Reading; secretary, 
Roy W. Layton, Melrose; treasurer, Albert E. Small, Melrose; 
librarian, Raymond E. Militzer, Woburn; executive councilor, 
Edward M. Halligan, Reading; legislative councilor, John M. 
Wilcox, Woburn; public-relations councilor, J. Harper Blais- 
dell, Winchester. 


_Muppesex Nortu — President, James J. Cassidy, Lowell; 
vice-president, William I. Wiggin, Lowell; secretary, Brendan 


THE NEW ENGLAND JOURNAL OF MEDICINE 











D. Leahey, Lowell; treasurer, Mason D. Bryant, 1 

executive councilor, William F. Ryan, Lowell: J hie 
councilor, Archibald R. Gardner, Lowell; publica = 
councilor, Daniel J. Ellison, Lowell. ations 


Mippiesex Soutu — President, Harold G. Giddings 
Newton Centre; vice-president, Brainard F. Conley Malin’ 
secretary, Alexander A. Levi, Newton Centre: ‘Ole 
Fabyan Packard, Belmont; orator, Varaztad H. Kazaniin,’ 
Belmont; executive councilor, Dwight O’Hara, Waltham 
legislative councilor, Brainard F. Conley, Malden: publ 
relations councilor, John P. Nelligan, Cambridge. . Ry 


Norro.kx — President, Albert Ehrenfried, Brookline: »;. 
president, Dean S. Luce, Canton; secretary, Charles E 
Kickham, Jamaica Plain; treasurer, Frederick Reis, Jamaig 
Plain; executive councilor, Charles J. Kickham, Brookline 
legislaiive councilor, Humphrey L. McCarthy, West Roxbury. 
public-relations councilor, Norman A. Welch, West Roxbury 


Norroik Sout — President, Henry A. Robinson, Hin. 
ham; vice-president, Frank W. Crawford, Holbrook; secretary 
and librarian, Ebenezer K. Jenkins, Braintree; treasury 
Charles Djerf, Quincy; executive councilor, Henry A. Rotip. 
son, Hingham; legislative councilor, David L. Belding, Hinp. 
ham; public-relations councilor, Fred A. Bartlett, Wollaston, 


Piymoutu — President, Peirce H. Leavitt, Brocktop: 
vice-president, Paul B. Kelly, Plymouth; secretary, Ralph C 
McLeod, Brockton; treasurer, Rudolph A. Kruger, Brock. 
ton; librarian, John H. Weller, Bridgewater; executive cou. 
cilor, Peirce H. Leavitt, Brockton; legislative councilor, John 
J. McNamara, Brockton; public-relations councilor, Charles 


D. McCann, Brockton. 


Surro_k — President, Donald Munro, Boston; pice-pres. 
dent, Charles C. Lund, Boston; secretary, Robert L. Goodale, 
Boston; treasurer, Richard S. Eustis, Boston; executive cour- 
ctlor, Donald Munro, Boston; legislative councilor, William 
E. Browne, Boston; public-relations councilor, Albert A 
Hornor, Boston. 


Worcester — President, Benjamin H. Alton, Worcester; 
vice-president, Charles R. Abbott, Clinton; secretary, Lele 
P. Leland, Worcester; treasurer, Edward P. Disbrow, Worce- 
ter; librarian, John Fallon, Worcester; executive councilor 
Ralph S. Perkins, Worcester; legislative councilor, Lester M. 
Felton, Worcester; public-relations councilor, John Fallos, 
Worcester. 


Worcester Nortu — President, Herman D. Bone, Gari: 
ner; vice-president, Rudolf F. Bachmann, Fitchburg; sec 
tary, Edward A. Adams, Fitchburg; treasurer, Frederick H. 
Thompson, Jr., Fitchburg; executive councilor, C. Bertram 
Gay, Fitchburg; legislative councilor, Francis A. Reynold 
Athol; public-relations councilor, James V. McHugh, 
Leominster. 


Aug. 4, 1944 








P 3 1944 





: Lowell 
legis lating 
~relation; 






Giddings, 
Malden: 
treasurer, 
azanjian, 
N altham: 
> public. 










ine; D¢t- 
les J. E 

Jamaica 
rookline: 
Roxbury. 
Roxbury, 









Nn, Hin. 
Secretary 
treasurer, 
\. Robin 
1g, Hing. 
/ollaston, 









Srockton; 
Ralph C. 
Brock- 
Oe coun- 
lor, John 


Charles 





1ce-prest- 
Goodale, 
five coun 

William 
Ibert A. 









“orcester; 
“y, Leslie 
-Worces- 
rouncilor, 
ester M. 
1 Fallon, 








1e, Gard: 
rg; sect 
lerick H. 
Bertram 
Reynolds, 
McHugh, 































No. 5 


Vol. 231 





CASE RECORDS OF THE 
yASSACHUSETTS GENERAL HOSPITAL 





Weekly Clinicopathological Exercises 


FOUNDED BY RICHARD C. CABOT 


Tracy B. Matrory, M.D., Editor* 
Benjamin CasTLEMAN, M.D., Acting Editor 


Epitn E. Parris, Assistant Editor 


CASE 30311 


PRESENTATION OF CasE 


A thirty-nine-year-old housewife was admitted to 
the hospital for study. 

The patient had been in apparent good health until 
two years before entry when she experienced inter- 
mittent attacks of epigastric pain, following one year 
of “beer drinking and smoking almost incessantly.” 
The pain was centered in the pit of the stomach and 
radiated to the right scapula. During the attacks 
she was unable “‘to sit or lie still or get her breath.” 
Leaning forward and pressing against the stomach 
with a pillow brought relief. She was seen by her 
physician, who attributed her condition to drinking 
and prescribed some pills and a liquid, which gave 
some relief. The attacks recurred on an average of 
once a month and lasted for a few days. About nine 
months before entry the attacks became more frequent 
and more severe. At that time she had an episode 
of jaundice with chills, fever and pain that subsided 
spontaneously. Following this she had a severe 
attack of epigastric pain that radiated to the back 
and along both costal margins. The pain occurred 
after eating and was accompanied by copious vomit- 
ing. This episode lasted for a week, although she 
was temporarily relieved by medication. Eight 
months before entry she was admitted to a hospital 
in another city, where a history of intolerance for 
fatty and fried foods and a story of constipation for 
a year were elicited. 

Physical examination at that time showed tender- 
ness without spasm in the epigastrium, and tender- 
ness in the left upper quadrant. The blood was nor- 
mal, A Graham test was positive, although no stones 
were visualized. A cholecystectomy was performed, 
and palpation of the common duct revealed no 
— The gastric area was firm and adherent. 
pet Pathological diagnosis was chronic cholecystitis. 

peratively she continued to have abdominal 


te A fluoroscopic examination of the stomach 
my weeks postoperatively showed a 2-cm. projec- 
n 


% the anterior wall near the lesser curvature 
‘m. posterior to the pylorus, over which no 


* 
On leave of absence, 
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peristaltic wave seemed to pass. The films made at 
the time did not show this finding. Re-examination 
three weeks later was also inconclusive. In some 
positions there appeared to be a large ulcer on the 
posterior wall at about the junction of the middle 
and lower thirds. The rugae of the entire stomach 
were coarse and irregular. 

A second exploratory laparotomy was performed 
seven weeks after the first operation. The viscera 
above the omentum appeared to be densely plas- 
tered together, and a preliminary Witzel jejunostomy 
was performed. The patient was placed on a Sippy 
diet for five weeks, without improvement. She was 
finally discharged after six months of hospitalization 
but readmitted three days later because of recurrence 
of pain. The gastric contents two weeks after 
readmission consisted mostly of bile, with no free 
acid and 20 units of combined acid. 

The patient remained in the hospital until two 
weeks before transfer to this hospital. During that 
period of hospitalization she had lost 65 pounds. 
She claimed that she had as much epigastric pain 
as before operation, but its character was different. 
It appeared primarily on deep inspiration and radi- 
ated bilaterally along both costal borders to the 
shoulder and arm on the left side. The pain appar- 
ently had no relation to meals or to bowel move- 
ments. The latter were scanty, light colored and 
never bloody or tarry. She vomited only rarely. For 
three days before entry she had been free of pain. 

Physical examination showed a well-developed 
woman in no distress. The heart and lungs were 
normal. There were an old appendectomy scar in the 
right lower quadrant, a left rectus scar, and a small 
cruciate scar in the left flank, all of which were well 
healed. There was tenderness in the upper abdomen, 
most marked in the epigastrium, which felt diffusely 
more tense and resistant than the rest of the abdo- 
men; no definite masses were palpable. Pelvic 
examination was essentially negative. 

The blood pressure was 140 systolic, 95 diastolic. 
The temperature was 98°F., the pulse 80, and the 
respirations 20. 

The white-cell count was 7300, with 75 per cent 
neutrophils. The red-cell count was 2,120,000, with 
7 gm. of hemoglobin. The urine was negative except 
for the sediment, which contained innumerable red 
cells and 6 to 8 white cells per high-power field. 
A blood Hinton test was negative. The blood non- 
protein nitrogen was 22.5 mg. per 100 cc., and the 
protein 7.7 gm.; the chloride was 97 milliequiv. per 
liter. Gastric analysis revealed no free acid in the 
fasting sample and 39 units after histamine. A gas- 
trointestinal series showed a normal esophagus. 
Along the lesser curvature and posterior wall of the 
body of the stomach and extending down nearly 
to the angulus was a 7-cm. area of rigidity, which 
produced a filling defect (Fig. 1). The edges of the 
latter were smooth. There was no definite shelf, 
and the mucosal pattern, although slightly irregular, 
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appeared preserved over the greater portion of this 


area. No crater could be demonstrated, although 


one small irregularity was. noted that could have been 
the edge of a fold or a small crater. The remainder 
of the stomach and the duodenum were not remark- 
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veloped severe anorexia and was unable to take food 
by mouth. She was given intravenous fluids. The 
following day the pain became severer, radiating to 
both shoulders, the precordial region and the neck, 
A Levine tube alleviated the vomiting, and the pain 








Figure 1. Roentgenogram of the Stomach following a Barium Meal. 


able. Gastroscopy on the second day revealed a 
normal antrum that appeared to be directed some- 
what anteriorly. The body and lower portions of 
the fundus were well visualized, and the mucosa was 
everywhere intact. There were some adherent secre- 
tions on the posterior wall high in the body, and the 
mucosa in this region appeared fixed. There was no 
inflammation of the gastric mucosa. 

The patient was placed on a six-meal bland diet and 
was given morphine for pain. For the first two days 
she did well. On the third day she had considerable 


retching and vomiting and abdominal pain. She de- 


was controlled by morphine. She was then givel 
daily intravenous fluids and several transfusions. 

On the tenth hospital day an exploratory lapa- 
rotomy was performed. 


DIFFERENTIAL DIAGNOSIS 
Id 


Dr. Ropert R. Linton: This thirty-nine-yeare™ 
patient was undoubtedly suffering from some form 0 
gastric tumor. The original history quite obvious! 
suggests gallstones, because she had pain i the 
epigastrium that radiated to the right scapula, a0 
also associated with it she had one attack of jaundice 
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surgeon who saw her originally had a right 
to suspect gall-bladder disease and cholelithiasis. 
She gave a story of having had copious vomiting. 
Copious vomiting in the presence of cholelithiasis 
alone is rather unusual and would have made me 
suspect that perhaps there was something in addition. 
| should also like to point out the fact that the Gra- 
ham test was reported as positive, although no stones 
were visualized. It is our belief here — Dr. Robbins 
can correct me if 1 am wrong — that just because 
the gall bladder does not show by cholecystogram 
does not mean disease of the gall bladder. It just 
means that the dye has not been absorbed in the 
biliary tract. 1 am never satisfied with the diagnosis 
of cholecystitis merely because of the absence of a 
gall-bladder shadow. 

The operation bears out the fact that the gall 
bladder was not particularly abnormal. It was noted 
at that operation that she had some lesion in the 
region of the stomach, which apparently was not 
investigated too thoroughly. As a result of re-exam- 
ination by x-ray she had a second exploratory 
laparotomy, and again the surgeon was unable to 
make up his mind what the trouble was in the stom- 
ach. They did a preliminary Witzel jejunostomy. 
| do not know why. We do a jejunostomy essen- 
tially for feeding purposes if we anticipate a major 
abdominal operation involving the stomach, so that 
we can get the patient into better condition. Possi- 
bly that is what was planned, but the patient was 
never in good condition for an operation. 

Dr. Benjamin CasTLEMAN: A portion of the oper- 
ative note from the other hospital is as follows: 


So the 


Under spinal anesthesia a left upper rectus incision was 
made and carried up to the sternum. The peritoneum, 
stomach, omentum and lesser curvature were all plastered 
down with edematous adhesive peritonitis. Below the 
omentum, however, there was no evidence of generalized 
peritonitis. The lesser peritoneum was opened by going 
through the gastrocolic ligament; this was found to be 
adhesive. There was no question of being able to do a 
gastrectomy. It was therefore decided that the best thing 
that could be done for the patient was to perform a Witzel 


er for feeding purposes, thus by-passing the 
stomach. 


Dr. Livron: When the patient was finally ad- 
mitted here, the salient points about the laboratory 
examinations are that she had marked anemia and 
a hemoglobin of 7 gm. The urine contained many 
red cells, which we shall have to discount because we 
have no proof that it was a catheter specimen. 

I should like to see the films of the gastrointestinal 
series that was done here. 

R. Laurence L. Roppins: This is the area along 


: . 
the lesser curvature in which the defect was found. 


_- best seen on the spot films. You will notice that 
“mucosa appears to be intact on all the spot films. 


Pipa one thing that suggests the possibility 
i. we pr rie. but it has more the appear- 
“ons 1 of the mucosa on end rather than a 

© not see anything that suggests the 
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shelflike margin of a carcinoma and certainly nothing 
that looks like a definite crater. 

Dr. Linton: Examination of the stools bears 
that out, since they were negative for blood. Pre- 
sumably there was no ulcer of the mucosa. 

I am a little disturbed in making a diagnosis of 
tumor of the stomach in a patient who had had so 
much pain. I am unable to figure out why she had so 
much pain. 

The first possibility is a gastric ulcer. That would 
explain the pain; but I do not see any evidence of it, 
and we have no other lead for that diagnosis. Appar- 
ently the pain was not affected by food, so I 
think that we can rule out ulcer on the history 
and also on the x-ray findings. 

That leaves us with some kind of tumor of the 
stomach. The two that I am thinking of are a 
scirrhous type of carcinoma that had not ulcerated 
the gastric mucosa but was traveling in the sub- 
mucosa and a leiomyoma or leiomyosarcoma. I 
believe that most leiomyosarcomas give a history 
of gastric hemorrhage, and this patient had no such 
history. The fact that she had lost a lot of weight 
and the fact that she had a marked secondary ane- 
mia make me think that she had a malignant lesion 
rather than a leiomyoma. For that reason I have to 
make the diagnosis of a scirrhous type of carcinoma 
of the stomach. 

Dr. Francis D. Moore: Were films of the chest 
taken? The patient had so much pleural pain on 
both sides around the costal margins that it would 
be interesting to see what the chest showed. 

Dr. Rossins: None were taken here. The chest 
was fluoroscoped during the gastrointestinal exami- 
nation, and apparently nothing suspicious was 
observed. 

Dr. CASTLEMAN: 
hospital. 


None were taken at the other 


Curnicat Diacnosis 


Carcinoma of stomach. 


Dr. Linton’s D1acnosis 


Carcinoma of stomach, scirrhous. 


ANATOMICAL DIAGNOSES 


Subdiaphragmatic and peritoneal abscess, left, old. 
Chronic adhesive peritonitis of upper abdomen, 
marked. ; 


PATHOLOGICAL DiscussION 


Dr. CasTLEMAN: The operative note reads as 
follows: 


The scar of the paramedian incision was excised. There 
were several areas of fat necrosis in the wound. A hard fixed 
mass involved the stomach and pancreas. This was adherent 
to the liver as well as to the retroperitoneal structures. The 
whole process felt like extensive malignant disease. There 
was no apparent fat necrosis inside the abdomen itself. The 
origin of the tumor could not be determined. 
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The patient died six days following operation. 
At autopsy, on opening the abdominal cavity, 
we found, especially on the left side, large numbers 
of dense, tough, fibrous adhesions. They involved 
the whole upper abdominal cavity, particularly the 
left subdiaphragmatic region. When the adhe- 
sions on the left side between the inferior surface 
of the stomach and the abdominal wall were sepa- 
rated, a large abscess was broken into; this measured 
about 10 by 4 by 3 cm. and apparently was the mass 
that was felt at the previous operation. A few small 
abscesses were also found. Further dissection showed 
only extensive adhesions. The mucosa and wall of 
the stomach were perfectly normal. 

What the fundamental disease was at the onset 
of symptoms, I do not know; but I should guess that 
most of the pain that followed the first operation 
was due to the abscess and the extensive adhesions 
that were being formed. 

Dr. Moore: Was this a colon-bacillus abscess? 

Dr. CasTLEMAN: The abscess was not cultured. 
The wall was thick and made up of granulation 
tissue. It must have been there for a long time. 

Dr. Linton: The abstract gives only one temper- 
ature reading, which was 98°F. Did she have fever 
at any time? 

Dr. CasTLEMAN: The chart was normal except 
for one rise to 101°F. 

Dr. Linton: Do you think that this was a pan- 
creatitis with abscess formation? 

Dr. CasTLEMAN: We sectioned the pancreas and 
could not find any evidence of disease. We consid- 
ered that diagnosis at the time of autopsy but found 
no evidence of fat necrosis except in the abdominal 
incision, which one finds without pancreatitis. 

Dr. Linton: She still might have had a perforated 
ulcer. 

Dr. CasTLEMAN: We looked carefully for evidence 
of an old ulcer but could not find even a suspicious 
area. 

It might be interesting to read the interpretation 
of the radiologist, which is as follows: 


The findings are those of an area of rigidity along the 
' lesser curvature of the body. It is possible that this repre- 
sents intramural extramucosal involvement due to an 
inflammatory process as a result of a previously perforated 
ulcer. If one is to consider tumor, it would probably be one 
of the spindle-cell group. Suggest gastroscopy. 










Dr. Rossins: That was only because it had been 
reported to me that there had been an ulcer and I 
could not find it. 
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PRESENTATION OF CASE 







A forty-one-year-old Irish housewife was ad- 
mitted to the hospital because of nausea and 
abdominal pain. 

The patient had been in good health until about 
one year prior to admission, at which time she began 
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to experience nausea in the morning unassociated 
with meals and wearing off by noon. There was no 
vomiting. She also noticed a tearing pain in the 
left upper quadrant of the abdomen on bending over, 
Fight months prior to entry she developed severe 
back pain, apparently in the region of the kidneys 
coming on at night or during damp cold weather. 
She had had no hematuria or other urinary com. 
plaints. These attacks diminished as the weathe; 
became warmer. For about the same length of time 
she had noted a burning sensation over the left sid. 
of the face and extending downward to the lef 
breast and flank. During this period she had jp. 
creasing fatigue. The nausea became progressively 
worse and was aggravated by food and exertion, 
During the three months prior to admission she 
developed a burning sensation in the hypogastrium, 
associated with diminution in the burning over the 
face and chest, and a bearing-down sensation ip 
the pelvis. On examination at another hospital she 
was told that her spleen was enlarged. She wa 
referred to this hospital for study. 

The family history except for renal disease in her 
mother, maternal aunt and maternal grandfather 
was noncontributory. The patient had worked ina 
rubber factory some years previously and had been 
exposed daily to benzol fumes over a period of eight 
years. For the three years prior to admission her 
menstrual periods had become irregular and scanty 
and she had been experiencing hot flashes, chilly 
feelings and bouts of sweating, all of which had 
diminished in intensity. 

Physical examination on admission revealed a 
well-developed and well-nourished woman in 1 
discomfort. A few prominent veins were present 0 
the chest. Several fixed nodes were felt in the right 
axilla. The heart and lungs were normal. The 
spleen was palpable five fingerbreadths below the 
costal margin, and was firm and nontender. The 
liver was not felt. 

The blood pressure was 120 systolic, 80 diastolic. 
The temperature was 99°F., the pulse 92, and the 
respirations 20. 

Examination of the blood revealed a white«tl 
count of 3100, with 71 per cent neutrophils, 25 pe 
cent lymphocytes, 5 per cent monocytes and | pet 
cent eosinophils; there was some decrease in tit 
platelets, and a definite shift of the neutrophils 
to the left, with numerous band forms. The re 
cell count was 3,900,000, with 9 gm. of hemoglobit 
The mean corpuscular volume was 97 millimicrots 
and the mean corpuscular hemoglobin 22 mill 
micrograms. The urine was repeatedly negat® 
The sedimentation rate was 42mm. per hour, # 
0.65 mm. per minute (corrected). The serum pi" 
tein was 6.2 gm. per 100 cc., with an album 
globulin ratio of 1.2. The blood cholesterol was I 
mg., the calcium 12.4 mg., and the phosphorus * 
mg. per 100 cc. The prothrombin time was nom 
A bromsulfalein test revealed only 10 per cent © 
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on of the dye. A van den Bergh test and the 
rs robilinogen were normal. A red-cell fragility 
or ie normal. An agglutination test for brucel- 
“ ea negative. Tuberculin tests in dilutions up 
to 1:100 were negative. A blood Hinton reaction 
was negative. A gastric analysis revealed 47 units 
of free acid thirty minutes after histamine. 

An x-ray examination of the chest showed the 
right middle lobe to be slightly decreased in size, 
with areas of scarring and fibrosis; the remainder 
of the lung fields was clear. A plate of the abdomen 
revealed a markedly enlarged spleen, but the liver 
shadow was within normal limits. Roentgenographic 
examination revealed a normal esophagus. Exami- 
nation of the femurs showed that the cortices of the 
lower portions of both bones were slightly thinner 
than normal, with a slight bulge about 10 cm. above 
their lower ends. The tibias, fibulas and humeruses 
were negative. A sternal bone-marrow biopsy 
revealed normal marrow. 

On the twenty-sixth hospital day a splenectomy 
was performed. 


DIFFERENTIAL DIAGNOSIS 


Dr. Wyman Ricwarpson: I am going to tackle 
this problem by asking the question, Why was 
splenectomy performed? 

The reasons for doing splenectomy, aside from a 
surgical condition such as splenic abscess or rup- 
tured spleen, are hemolytic anemia, especially the 
familial hemolytic anemia, in which it is very suc- 
cessful, thrombopenic purpura, in which it is suc- 
cessful in 85 per cent of the cases, and perhaps throm- 
bosis of the splenic vein, in which, in my experience, 
recurrence of hemorrhage, the reason for doing the 
splenectomy, is frequent. What else might one do it 
for? One may also take out a big spleen, such as the 
spleen found in Gaucher’s disease, or occasionally in 
malaria, simply because it is so big. Of these pos- 
sibilities everything has been ruled out except 
thrombosis of the splenic vein, and we have no 
evidence that such a condition was present. I shall 
come back to that in a moment. 

I shall now take up the case from the clinical side. 
At the risk of being repetitious, I shall say in the 
ust place that I think a blood smear in this case 
would be a fundamental thing to have seen, because 
the blood picture was peculiar and there is no men- 
tion here regarding the red cells — whether there 
Was evidence of regeneration and polychromato- 
Philia. In reading the history one gets the impres- 
‘ion that something quite generalized was going on 
that had little to do with the weight of a large spleen. 
y aa. nausea and difficulty with food, neither 
ais co ‘ as been explained. There was a tearing 
shin a ending over. Was that the pain of a large 
wale a evs from a lesion in the back? It seems 
with inv re is was the pain of a lesion of the spine, 
ne aoe ement of nerve roots. There was a burn- 

‘on over the left side of the face, which also 


CASE RECORDS OF THE MASSACHUSETTS GENERAL HOSPITAL 


209 


involved the left side of the chest and flank — just 
where “the flank” is, I am never sure. How can 
one explain that? Was it on the basis of diffuse bone 
involvement, or was it a peripheral neuritis, or was 
it some sort of functional or emotional type of re- 
action? In addition, she had a bearing-down pain 
in the pelvis, which is hard to explain but may have 
been on the basis of some involvement of the nerve 
roots. The nausea is still unexplained. 

Then we come to the question of exposure to ben- 
zol. I agree with Dr. Hunter that the safe amount of 
benzol to have in the air is zero. It is becoming 
more and more apparent that exposure to benzol 
can do anything to the blood picture. If there is 
exposure to large amounts of benzol, rather acute 
exposure, for weeks or months one finds the picture 
that we used to think was characteristic; that is, the 
process starts with granulocytopenia, goes on to 
thrombopenia and anemia and ends up with aplastic 
anemia or pancytopenia, an extremely serious 
clinical picture, which is sometimes relieved by 
transfusion. If there is exposure to minimal amounts 
of benzol over a long period of time one finds an 
entirely different picture: polycythemia, which is 
indistinguishable from true polycythemia, leuke- 
mia, which is indistinguishable from true leukemia, 
or finally a picture that has been referred to as 
“myeloid metaplasia” or extramedullary blood 
formation occurring in the spleen. 

What about the picture we are presented with 
here? There was no granulocytopenia. In fact, the 
striking thing is that the leukopenia was a total 
leukopenia. This is not the picture that one sees 
with simply a congested spleen due to splenic-vein 
thrombosis or to portal cirrhosis, because when 
leukopenia results from a congested spleen it is 
almost always due to a reduction in the granu- 
locytes. It is certainly not the picture that one sees 
with acute benzol poisoning. Furthermore, a bone- 
marrow biopsy was reported as negative. So, some- 
what reluctantly, I am going to give up the idea 
that these findings were due to benzol poisoning. 

Physical examination does not help us except 
for the fact that fixed nodes were felt in the right 
axilla. Apparently they did not make a great im- 
pression on the people taking care of this patient 
because nothing more is said about them. 

Dr. Benjamin CasTLEMAN: I might read what 
one observer said: “In the axilla there appear to be 
enlarged lymph nodes. If they are nodes, they are 
fixed.” 

Dr. Ricwarpson: That makes it a little different. 
I shall come back to the nodes in a minute. 

Let me point out that the blood showed a macro- 
cytic hypochromic anemia, which is striking and 
rather rare. When seen, it is usually in adults who 
have experienced blood loss for an unusually long 
period. There is no such story here, so that either 
the mean corpuscular volume was wrong or there 
were present in the blood smear large cells, probably 
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immature polychromatophilic cells, that would 
have raised the mean corpuscular volume. The 
sedimentation rate (0.65 mm.) was definitely ele- 
vated. The calcium (12.4 mg.) was high, and the 
phosphorus (3.9 mg.) was on the high side of normal. 
Why was the calcium high? My thought is that the 
calcium was high because there was a destructive 
bone lesion. The bone was being destroyed, and 
calcium was being excreted. The phosphatase level 
might have been interesting but not too helpful. 
There was plenty of free hydrochloric acid. The 
rest of the laboratory tests were negative. I have 
reluctantly ruled out benzol poisoning. Were there 
any varices? 

Dr. Laurence L. Rossins: No. 

Dr. Ricuarpson: I rule out thrombosis of the 
splenic vein on the basis of the clinical picture, the 
lack of esophageal varices and the lack of a history 
of bleeding. There is no evidence of cirrhosis of 
the liver unless the presence of a normal-sized liver 
and an enlarged spleen is suggestive. 

Is there any evidence of bone tumor in these x-ray 
films? 

Dr. Rossins: Except for thinning of the cortex 
in the lower portions of the femurs, the bones are not 
abnormal. 

Dr. Ricwarpson: There was some talk about a 
bulge. 

Dr. Rossins: It is not particularly abnormal. 

Dr. Ricuarpson: What about the middle lobe of 
the right lung? 

Dr. Rossins: I should think that that was prob- 
ably an old process, with perhaps some bronchiectasis. 

Dr. RicHarpson: How about carcinoma? 

Dr. Rossins: I see no sign of a mass or anything 
that suggests complete collapse; it is only partial 
atelectasis. 

Dr. RicnHarpson: What I am coming down to as 
a diagnosis is a diffuse malignant process involving 
the bone marrow. In such cases one usually gets 
a leukocytosis instead of a leukopenia, but I have 
seen several cases in which there was this type of 
leukopenia. I would feel better about it if there 
were definite evidence of red-cell regeneration in 
the blood smear. 

What kind of tumor was it? Could it have been 
a myeloma? The patient was young. The total 
protein was normal, although the globulin was per- 
haps slightly elevated — and the albumin was a 
little low. There is no other evidence of myeloma. 

Lymphoma may give this picture; I have seen an 
identical case. That again brings up the question 
of the axillary lymph nodes. If this patient had 
enlarged nodes, I submit that an axillary biopsy 
should have been done before splenectomy. 

Dr. CastLEMAN: Another observer said, “There 
is one large lymph node in the left axilla.” 

Dr. Ricwarpson: If there were enlarged nodes 
in either axilla I should have taken them out before 
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doing a splenectomy. We cannot, however, sett|, 
that question now. 

What other tumors should be considered? 
Nephroma ought to be, but there is no real evidence 
for it. Carcinoma in the lung? There are no symp. 
toms suggesting it. Carcinoma elsewhere, Perhaps 
of the stomach or pancreas? It would seem tha 
one should consider carcinoma of the stomach, 
I shall assume that that was ruled out, although 
it is not mentioned. Was a gastrointestinal series 
done? 

Dr. CastTLEMAN: There is no record of it. 

Dr. Ricnarpson: Of all the possibilities I have 
mentioned it seems to me that lymphoma is likeliest, 
but I should not be surprised if it were carcinoma, 
Again, I say that it is with reluctance that I give 
up the possibility that benzol played a part, but | 
do so definitely. 

Dr. J. H. Means: Did you mention any con. 
ditions for which one would not do splenectomy? 

Dr. Ricuarpson: The reasons that I mentioned 
for doing a splenectomy are hemolytic anemia, 
thrombopenic purpura, splenic-vein thrombosis and 
possibly a large spleen that is mechanically difficult 
to carry around, usually a Gaucher’s spleen. 

Dr. Means: I simply wanted to be sure that | 
heard all your reasons because I came to grief stand- 
ing on the same spot that you are standing on les 
than twenty-four hours ago in one of these exercises 
put on for the third-year class. Most of the students 
made the correct diagnosis, but I did not. One of 
the features in that case was a big spleen. [ do not 
suppose that the same diagnosis holds in this case, 
but it is an interesting point to bring up in differential 
diagnosis of any large spleen. 

Dr. Ricuarpson: I also mentioned malaria. 

Dr. Means: It was not malaria. 

Dr. CastLeMAN: Why not tell him what it was: 

Dr. Means: Sarcoid. 

Dr. Ricnarpson: | never thought of it. 

Dr. Means: Neither did I — yesterday. 

Dr. Ricnarpson: I do not believe that this patient 
had sarcoid. 

Dr. Means: Are those shadows around the lung 
roots normal? 

Dr. Rossins: From the film alone I think they 
are vascular shadows. Of course one would have 
to see them fluoroscopically. If they are vascular, 
they are within the limits of normal; if they @* 
lymph nodes, they are prominent. 

Dr. Ricwarpson: I believe that this was som 
form of malignant tumor involving the bone marrow 
and that the likeliest guess is lymphoma. 

Dr. Means: Why did they take the spleen out! 

Dr. Ricnarpson: Why did they? I think tht 
it was a great mistake to have taken it out. 

Dr. Means: Was the pathologist consulted 0 
this? Was a frozen section done? 

Dr. CastTLeMaAn: No. 
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s: | should like to take Dr. Richardson 
I do not believe that lack of evi- 
al varices rules out splenic-vein 
| had a famous case with numerous 
stomach that neither the radiologist 
ist could find, but the surgeon 


Dr. MEAN 





CuinicAL DIAGNOsIS 
Splenomegaly. 
Dr. RicHarpson’s D1AGNosis 
Malignant lymphoma of spleen. 
ANATOMICAL DIAGNOsIS 
Sarcoid of spleen. 








Ficure 1. 


Dr. RicHarpson: The patient we are discussing 
today did not bleed. 

Dr. Means: I meant merely that perhaps you are 
taking a risk in ruling out splenic-vein occlusion 
Just because no varices were demonstrated. 

Dr. CastLteman: Dr. William Dameshek was 
called in to see this patient. His note is as follows: 


i een has a very large, hard spleen, associated 
per i ew and probably thrombopenia. There is no 
Hens no omy te SANE, cirrhosis of the liver or 
Rmcrge | eukemia. Nor does the blood or bone-marrow 
oa 4 Ow any evidence of myelogenous leukemia or 
ni Poe epee The hypochromic anemia may be 
omnia — on respond to iron. Gaucher’s disease 
s desdioten ¢ been ruled out. This leaves us with either 
od i ectious splenomegaly (? type), a Boeck’s sar- 

4 primary neoplasm of the spleen. I think that 


the spleen ; 
is bulky enough and causi i 
j ausing sufficient symp- 
toms to be removed. - te 


Photomicrograph of Section of Spleen. 


PaTHOLOGICAL DiscussION 


Dr. CasTLEMAN: The spleen was about three 
times its normal size and was removed. Scattered 
throughout the parenchyma were round, ill-defined 
nodules 1.0 to 1.5 cm. in diameter, many of which 
produced a vague nodularity on the surface. Micro- 
scopically these proved to be lesions characteristic 
of sarcoid (Fig. 1). 

The patient has been followed in the Out Patient 
Department for two years and is feeling well. 

Dr. Ricuarpson: What about the nodes? 

Dr. CasTLEMAN: They probably would show 
sarcoid. None were ever removed. 

A chest plate taken a month or so ago shows no 


change. 
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MEDICAL CERTIFICATION IN INDUSTRY 


Tue doctor has always regarded demands for 
A Middlesex 


County fee table of one hundred years ago contains, 


written statements as burdensome. 


among others, the following items: 


For a visit in the village ............... $ .75 
For a visit out of the village ............ 1.00 
For rising in the night and a visit, the night 

being considered as beginning at 10 

o’clock and ending at sunrise ......... 1.50-2.00 
Oe ne 3.00 


Were a corresponding value to be placed on the 
written statements the doctors of today are re- 
quired to make most of them would prosper be- 
In addition 
to reporting births, deaths, accidents and con- 


yond their most optimistic dreams. 


tagious and other diseases that come to their atten- 
tion, the doctors are more and more called on to 
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express opinions concerning all sorts of contro. 


jenc 
versial situations. They must decide if the Student Misin} 
with a “‘cold” is to be excused from the examination [hems 





he is’ not too well prepared to face, if patients are [MM the 
entitled to extra food, fuel, or other rations, if Mpstin 
various types of work are or could be prejudicial IM illn 
to the health of certain people and if other People fsue, 





are completely convalescent and able to returm to 


inio 
work or merely wish to extend a period of incapacity i 
into a vacation. The decisions themselves always dgm 
have to do with individuals, and on this account MiBise. t 
alone the circumstances are never twice alike. The Mill b 
manner in which the profession is meeting thes JMudgm 
responsibilities has recently been causing some con. fell b 
cern. It is a department of professional activity Mie unc 
in which character and integrity count, as they s 
often do, more than skill and knowledge, and it is a 
also a department in which the profession is closely aa 
watched by those who would encroach upon it 9 Tue 
from without. ecade 
A letter from an industrial physician appearsin Misuse 
the correspondence column of this issue of the Mite suc 
Journal. This doctor is looking on both sides of MMfiously 
the problem of medical certificates, and is sug- gMther 











gesting that those who have to do with such cer Mihese | 


tificates do likewise. The War Participation Com- BiMpplied 


mittee of the Massachusetts Medical Society has A de 
recently had its attention called to the matter, and iBdvanc 
has prepared a blank form to cover medical ce Mie use 
tification for those seeking new employment 1 MMMnesthe 
essential industries; a statement by the committe M™ected 
and a copy of the blank also appear in this issue Hjon. A 
of the Journal. The prestige of the medical pr j™ear-old 
fession is therefore being widely invoked in area JMicitis 
that not only have a direct bearing on its owl Mijeon el 
reputation and future but that are now concerned Mmmnesthes 
with the survival of democracy itself. he anes 

The doctor has traditionally been called on to be Have be 
an advocate of his patient. It has usually been th * pati 
individual who has employed and paid him, and he fine, 1, 
has instinctively defended the patient against im iuminal 
personal groups whose interests have been more Hamat 1/2 
highly socialized. Although the dignity of the it- HP the sy 
dividual is one of the tenets of democracy, sch even | 
groups as insurance companies, benevolent societies y sam 
and uncoerced industrial interests and eile te 


i . jonal 
prises are equally essential elements of our nate | 
medic 

structure, and they, too, have claims on ed 


, 

















nce and opinion. Not all persons are above 
ie 


contro- 
unjustified controversies between 





Lising unfair and 
hemselves and these impersonal groups, and many 


s them are clever enough to exploit the physician’s 
stinctive desire to please his clients. Any question 


f illness OF health that is raised becomes a crucial 


student 





ination 





Nts are 





ions, if 





‘udicial 
People 
turn to 





we, and the doctor is called on to express his 
pinion, which if it is accepted becomes one of the 






termining factors in the outcome. If the doctor’s 






























APacity 

oad dgment in these matters is favorably made and 

.ccount Mise. the usefulness and reputation of the profession 

e. The Mill be greatly enhanced. If, on the other hand, 

y thee Mdgments are carelessly expressed, they may 

ne con. Mell become a means by which the profession can 

ctivity fle undermined. 

hey so 

ie (LYPHARMACY AND ANESTHESIA 

pon it {M Tue scientific advances in anesthesia in the last 
ecade have been truly spectacular, and largely be- 

years in MMause of them, surgeons have been able to oper- 

of the Mite successfully in many regions of the body pre- 

ides of (Mfiously inaccessible. Furthermore, the safety of 

is sug- M™pther operative procedures has been increased by 

ch cer Mhese new methods, provided they are expertly 

| Com- Sipplied. 






ty has @ A development parallel with these tremendous 





er, and MMMdvances but one that bothers many surgeons is 





al ce: MMe use of multiple sedatives in connection with 


nesthesia when such sedatives can hardly be ex- 





ent i 
mittee 





ected to add materially to the success of the opera- 





s issue on. A case in point concerns a healthy seventeen- 





al pro- 


| areas 


wold boy with early, uncomplicated appen- 
icitis. For reasons that seemed adequate, the sur- 






s own Mmeon elected to do the operation under spinal 






cerned MMMiresthesia, although local anesthesia, any one of 





eanesthetic gases and oxygen or plain ether would 
ave been perfectly satisfactory. Preoperatively, 
* patient was given by injection 1/6 gr. of mor- 
pine, 1/200 gr. of scopolamine and 2 gr. of Sodium 
uminal. (One wonders how the anesthetist knows 
hat 1/200 gr. of scopolamine is going to contribute 
D the success of this procedure. Would not 4 gr. 


even 1 : . ° 

en % gr. of morphine achieve approximately 
we same effect? 
nously, 


ry.) 





1 to be 
en the 
and he 
st im 








more 
he i 


, such 








jeties 
ciel One also wonders, but not so 






enter whether the Sodium Luminal was neces- 


Spinal anesthesia, using a mixture of Pon- 






ational 


redical 
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tocaine and procaine, was given easily and with 
immediate effect, and the operation proceeded. 
After fifteen minutes the anesthetist was busily 
engaged in giving artificial respiration by com- 
pression of the rubber bag on an anesthesia machine 
and administering oxygen and carbon dioxide 
through the machine, and a nurse was giving 
hypodermic injections of Coramine. The artificial 
respiration proceeded with a minimum disturbance, 
except mental, to the surgeon, who completed the 
operation. At that time the patient was still asleep 


.and breathing fairly well, with shallow respirations 


at a rate of 12 to 15 per minute; he could be roused 
but immediately dropped off to sleep again. Half 
an hour later the spinal anesthesia was still com- 
plete to a level just above the nipples. Convalescence 
was without event. (One wonders why, if the 
anesthetist had confidence in his spinal anesthesia, 
he had to give in addition a practically fatal com- 
bination of sedatives.) 

Just because the well-trained anesthetist can keep 
a patient going under conditions such as these hardly 
makes one believe that this amount of preoperative 
medication is necessary. Furthermore, in similar 
cases of collapse, resuscitation is not always suc- 
cessful. 

Many surgeons regularly use nurse anesthetists 
in their hospital practice, much to the chagrin of the 
anesthesiologists. Nurses, of course, are not always 
perfect anesthetists, but when well trained they do 
excellent work and, in general, heavy premedication 
is avoided, since the surgeon gives the orders. 

A great advance in anesthesia might well be 
achieved by conscious efforts to simplify sedation 
in the average easy case, which comprises over 
90 per cent of surgery. If the anesthetist could 
limit himself to a moderate dose of a single sedative, 
together with a suitable dose of atropine or some 
substance having the pharmacologic effect of atro- 
pine, followed by a single gas, vapor or injection, 
the vocation of anesthesia might be raised from 
its present position, where there is perhaps a little 
too much art and not enough science. Until this 
is done, the surgeon will have to protect his patient 
by consulting with the anesthesiologist in detail 
concerning each step of medication given before, 
during and after operation. 
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OBITUARY 

SIDNEY CHASE GRAVES 
1901-1944 

Lieutenant Commander Sidney Chase Graves, 
Medical Corps, U.S.N.R., died on May 14, 1944, in 
the Pacific area. No details concerning this tragedy 
are yet known except that he had been well but a 
few days before 


In 1934 he married Alice Driver Brown of Phila. 
delphia and is survived by her, their three children 
his mother, a brother and a sister. ’ 

From his early school days his even disposition, 
cheerfulness and good comradeship made him the 
center of an admiring group of friends. Ag he 
progressed through school and college and reached 

Maturity, — these 





and that death 
did not occur in 
action. Until his 
departure earlier 
this year for an 
assignment over- 
seas, he had been 
for eighteen 
months on duty 
at the United 
States Naval Hos- 
pital, Chelsea, 
Massachusetts. 
Dr. Graves was 
born on July 21, 
1901, at London, 
England, the first 
child of Alice 
Myrick (Chase) 
Graves and the 
late Dr. William 
Phillips Graves. 
Thereafter his life 
centered about 
Boston and Nan- 
tucket. He went 
to Noble and 
Greenough 
School, Boston, 
thence to St. 
Paul’s School, 
Concord, New 
Hampshire, and 
prepared for col- 
lege at Milton 


characteristics be. 
came more mani- 
fest, so that he 
was known and 
liked by an ever. 
increasing circle 
both within 
and without the 
medical _ profes. 
sion. He excelled 
in many sports 
and _—_ developed 
considerable still 
in sketching, his 
habitual “doodl- 
ing’ —_ consisting 
of drawings of 
animals, faces and 
amusing  carica 
tures. 

In_ professional 
work Dr. Graves 
showed great 
earnestness and, 
one might say, a 
su per-consciet- 
tiousness for the 
welfare of his 
patients, both 
private and free 
Their devotion 
was his reward. 
The good results 
of his reliable sur- 
gery are Ol 





Academy, Milton, Sipney Cuase Graves ' stantly evident 


Massachusetts. 

From Harvard College he entered the Harvard 
Medical School, receiving his degree in 1929. He 
acquired his clinical training first at the Massachu- 
setts General Hospital and then at the Free Hos- 
pital for Women. He became a member of the staff 
of the latter in 1932, and was appointed assistant 
in gynecology at the Harvard Medical School in 
1933. He carried on his private practice in Boston. 
He was a member of the American Medical Asso- 
ciation, the Massachusetts Medical Society, the 
Boston Medical Library, the New England Ob- 
stetrical and Gynecological Society and the Obstet- 
rical Society of Boston, a fellow of the American 
College of Surgeons and a diplomate of the American 
Board of Obstetrics and Gynecology. 


the follow-up @ 

his patients. For example, patients with tumors of the 
breast had been his special assignment for ten yeas 
at the Free Hospital for Women and the survival rates 
in cancer of the breast are now unusually high. 
The happiness of his family life was obvious © 
all who entered his home and was affirmed 0! 
tribute recently written by his wife. He ™ 
their “whole world.” Those who knew him wil 
remember him for his outstanding integrity, kind 
liness, humor, sociability and  sportsmans » 
He leaves his many associates with a feeling that 
he was robbed of many useful, happy yea’ my 
that a true friend who can never be replaced wi 
taken from them. 
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yASSACHUSETTS MEDICAL SOCIETY 


WAR PARTICIPATION COMMITTEE 


The accompanying certificate form (Fig. 1) has been 
dopted by the War Manpower Commission as the standard 
— te for physicians to use when recommending change 
py powe tenn for patients whose condition is or may be 
. er aad by continuance in their present jobs. The War 
wa jcipation Committee has assisted in making this form as 
brief as possible in order to save physicians’ time and to give 
the necessary information to the War Manpower Commission. 

The War Manpower Commission is of the opinion that 
physicians have been too easily prevailed on to issue certif- 
‘cates for change of employment. It is urged that physicians 
‘sguing these certificates exercise, considerable care and dis- 
cretion to make sure continuance in the present job is harmful 

ent. 
toh 7 Participation Committee has agreed to review 


these doctors’ certificates, much in the same way that Dr. 


CORRESPONDENCE 


MISCELLANY 
ALVARENGA PRIZE 


The College of Physicians of Philadelphia awarded the 
Alvarenga Prize on July 14, 1944, to Dr. Gervase J. Connor, 
of the Department of Surgery, Yale University School of 
Medicine, for an outstanding study entitled ‘Anterior 
Cerebellar Function: An analytical study in functional 
localization in the cerebellum in dog and monkey.” This 
will be published in the December, 1944, issue of the Trans- 
actions and Studies of the College of Physicians. 

The Alvarenga Prize was established by the will of Pedro 
Francisco daCosta Alvarenga, of Lisbon, Portugal, an asso- 
ciate fellow of the College of Physicians, “to be awarded 
annually by the College of Physicians on each anniversary 
of the death of the testator, July 14, 1883, to the author of 
the best memorial upon any branch of medicine which may be 
deemed worthy of the prize.” The College usually makes 
this award for outstanding published work and invites the 


UNITED STATES EMPLOYMENT SERVICE 





PmADOs 





WAR MANPOWER COMMISSION 


MEDICAL CERTIFICATE 


Social Secarity Account No. 





1. How long have you been treating the worker named above? 





2. Di =? 








3. Would continvance of his present job be injurious to the worker? 


(a) Mf “yes,” why? 




















. What sort of work will bis condition permit? — ..._ 








Date Signature 














(Attending Physician) 


This certificate approved by the War Participation Committee of the Massachusetts Medical Society. It is subject to review by that committee. 


Ficure l. 


Garland’s committee reviews physicians’ applications for 
” rations from the various ration boards. 

. mcg, ae War Participation Committee has agreed 
i: — = peg > 8 Commission and to co-operate 
Pte aa ne War Manpower Commission understands 
idle Sak ee ’ interested in seeing that physicians are 
hae y treated by the district offices of the 
ra leit n pee eee we stand ready to try to adjust 
eee : sp P sicians have against the War Manpower 
ora a its branches, as well as to review the certificates 

mmission. 


Guy L. Ricuarpson, Chairman 


DEATH 


SPARKS — F 
july a Ernest E. Sparks, M.D., of Cochituate, died 
“Oy aves in his seventy-second year. 
Veuter t . received his degree from the University of 
ochituate ol ah of Medicine in 1902. He established the 
(nn civilian-defense medical center. He was a member 
‘© American Medical Association 
18 widow survives. , 


recipient to deliver an Alvarenga Lecture before the College. 
The College occasionally, as in this instance, awards the prize 
for an exceptionally important manuscript submitted in 
competition. 





CORRESPONDENCE 
INDUSTRIAL MEDICAL CERTIFICATION 


To the Editor: Not the least of the time-consuming chores 
given-to the physician in modern society is that of certifying 
to this or that concerning his patients. Because of the phy- 
sician’s role among his fellowmen, he emerged early in our 
social development as the logical one to certify birth, to cer- 
tify insanity and to certify the occurrence of contagious 
disease. With increased emphasis on public-health measures 
the physician has the task of examining food handlers and 
candidates for marriage for the purpose of certifying that 
these are ostensibly free of certain specific infections. The 
physician is deemed to be the logical citizen, in a democratic 
way of life, to perform these necessary functions. 

With the rapid growth of the insurance principle during 
recent years, there has been an increase in the need for medical 
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certification. Health and accident policies depend to an 
appreciable extent, it would seem, on the knowledge and in- 
tegrity of practicing physicians for actuarial soundness and 
for fairness in the disbursement of funds. Industrial organiza- 
tions have used the insurance principle to provide various 
benefits for employes. Compensation statutes require medical 
judgments as bases to support legal judgments. It has been 
necessary to use the doctor’s statement in an equitable en- 
forcement of rationing while the nation is at war. As one 
contemplates the intricacies of modern society it is apparent 
that the end is not yet! 

It is doubtful that the physician could or should avoid his 
function in verifying the existence and character of illness 
for legitimate ends. There is reason to believe that he should, 
in some instances, insist on more adequate compensation 
for the time spent in preparing factually accurate certificates. 
There is likewise reason to believe that some certificates 
could be shortened or modified without loss of pertinent in- 
formation. To avoid them altogether does not seem possible. 

While the nation is at war and struggling to use its man- 
power with maximum effectiveness, the need to limit ab- 
senteeism in industry has focused attention on the character 
of medical certificates. (Babey, A. M. Absenteeism. J. 4. M. 4. 
122:395, 1943.) The certificate should be a reliable guide 
in releasing prompt financial assistance for the ill worker. 
An instance has been reported (Current Comment. J. 4. M. A. 
122:812, 1943) wherein a physician “‘issued a certificate to 
the effect that a worker was sick with gastroenteritis and 
was unable to work for a period of six days in the month of 
May, whereas investigation developed the fact that the per- 
son who submitted the certificate actually was working in 
another establishment and was attempting to obtain pay 
from two sources by requesting sick leave with pay from one 
of them.” 

From personal experience, a request for disability was re- 
cently honored on the basis of a physician’s certificate stating 
that the worker was unable to perform even light work at 
the plant. The worker accepted his disability payments and 
spent several weeks pushing a wheelbarrow filled with rocks 
to landscape his residence property! It is true that the 
family physician risks an irate patient if the physician objects 
to signing whatever statement the patient requests. On the 
other hand, one may ask what degree of confidence and respect 
will the patient have in his doctor if the latter, unwittingly 
or not, falls in with such connivance? 

There is a pitfall in another direction. In view of the 
marked emphasis given by industry and its advisers to matters 
of industrial hygiene, the worker with any complaint is likely 
to blame his working environment. He has had his attention 
called to this possibility, and it is altogether reasonable 
that wishful thinking will lead him to indict fumes, gases, 
vapors, dusts and the like. Actually many unskilled workers 
have no idea what, if any, exposure they have at their jobs. 
Such a worker in the role of patient may influence his family 
doctor to certify to a most astounding and untenable diag- 
nosis. It would seem well to urge that physicians protect 
themselves against these pitfalls by using confirmatory 
sources of information. The plant and the plant physician 
are sources for checking facts. Other sources are the state 
and federal divisions of industrial hygiene. The exceptionally 
complete library on industrial health and hazards of the 
Division of Occupational Hygiene, Department of Labor 
and Industries, 23 Joy Street, Boston, is available to New 
England physicians. 

Much medical certification is done well. These comments 
are made not in a spirit of censure but rather by way of direct- 
ing attention to a potential danger to the good name of the 
profession. If we must sign certificates, may they invariably 
be as unbiased and factual as is humanly possible. Our jobs 
must be scientifically done. Industry depends on the phy- 
sician for an answer to medical problems. Regardless of 
their difficulty there is no one who is better qualified to get 
the answers than is the physician. Therefore it is essential 
that the approach to these matters should be sound and of 
the highest ethical quality, so that traditions that have cast 
so much luster on medicine in the past shall continue to 
flourish in the future. 


Lemuet C. McGee, M.D., Medical Director 
Hercules Powder Company 
Wilmington, Delaware 
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TEST FOR HYPERSENSITIVITY TO 
SULFONAMIDES 


To the Editor: In the important and comprehensive edi 
torial, ‘Cutaneous Sulfonamide Hypersensitization.” i, 
the May 18 issue of the Journal nothing is said about demon. 
strating hypersensitization. As the problem of sulfonamide 
hypersensitization is much broader than its cutaneous aspects 
and since some of the general manifestations may be yen, 
serious, even fatal to the patient, it would be helpful to have 
a satisfactory test of a patient’s sulfonamide sensitivity 
For this the use of the drug as a patch or intradermal test 
has been unsatisfactory, since negative tests are frequent 
in fact, almost the rule. There is a test, however, that js 
simple and that is claimed by its originator to be Positive 
in the great majority of patients. This consists in jp. 
jecting intradermally a small amount of serum from a p;. 
tient who is taking a sulfonamide drug (Leftwich, W. 8. 
An intradermal test for recognition of hypersensitivity to 
sulfonamide drugs. Bull. Johns Hopkins Hosp. 74:26, 1944) 
with the production of a wheal if the patient tested js sep. 
sitive to the sulfonamide that the patient from whom th 
serum was taken had been receiving. The test is said by 
the author to be highly specific and reliable in the diagnosis 
of sulfonamide sensitivity. If this is confirmed, it will he 
extremely useful in the clinic in the differential diagnosis of 
conditions simulating sulfonamide-sensitivity effects, and 
particularly as a precautionary measure to prevent giving 
again a sulfonamide to a patient who previously had had it 
and had become sensitized to it. 


20 Chapel Street 
Brookline 46, Massachusetts 


Q 


Henry A. Curistiay 





BOOK REVIEWS 


Manual of Fractures: Treatment of external skeletal fixation. 
By C. M. Shaar, M.D.; and Frank P. Kreuz, Jr., M.D. *, 
cloth, 300 pp., with 148 illustrations. Philadelphia: W. 3. 
Saunders Company, 1943. $3.00. 


This manual is the outgrowth of the authors’ experience 
in the use of the Stader splint for 157 patients with various 
types of fractures. They give a concise and lucid description 
of the types of fractures best suited to this apparatus, the 
technic of its application, the postoperative care and the 
hazards incident to its use. It has been found to be partict- 
larly useful in cases in which there are extensive burns or lace 
ations in the area of the fracture. This method of extemd 
skeletal fixation permits complete freedom of the joists 
which in turn lessens circulatory disturbances and musculat 
atrophy. Early use with rigid fixation also hastens boty 
union. In battle casualties its use facilitates early and es 
evacuation from danger zones. The authors have observed 
no infection from the pins that hold the fragments. Th 
advise gentle impaction with the turnbuckle bar after the 
fracture is reduced. The treatment of different type ® 
fractures, for example, that of the jaw, is taken up 0 detall 
The apparatus, however, has been found most useful 1 
fractures of the long bones. It has been used successiully 
in infected compound fractures and for fixation after bone 
grafts and arthrodesis. Chapters are appended on i¢ 
thesia in the treatment of fractures and on the roentgendlot* 
aspects of fracture healing. The book is well illustrated wi" 
clear photographs. : 

Although this type of treatment of fractures will p 
never become popular outside large hospitals, familiarity wi 
such methods is desirable for all orthopedic and ind 
surgeons. It is recommended as an interesting and wet 
book to those who are concerned with the treatment ® 
fractures. 


probably 





Geriatric Medicine: Diagnosis and management of or 
the aging and in the aged. Edited by Edward J. a CR 


M.S., M.D. 8°, cloth. 887 pp., with 187 illustrations. 0 
delphia and London: W. B. Saunders Company, 1943.5 


ey ; + slty of meth 
Geriatrics is becoming more and more a specialty © 
cine since the number of older persons in this count) 
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rapidly rising with the increased expectancy of life that 
a esulted from advances in both curative and preventive 
pal It is stated in the foreword that it will not be 
iong before one third of the population of the United States 











on,” in “ll be over fifty years of age, and it has been estimated that 
: demon Me hin forty years there will be twice as many people living 
onamide ayer? than sixty-five years than there are now. It is 
aspects, vehin the realm of possibility that the activities of pedia- 
¢ very HM icians will become less whereas those of geriatricians will 
to have become more, although this is not an immediate probability 
sitivity. JM, wartime marriages are raising the birth rates in many 







mal test communities. With the constant reduction in infectious 
Tequent, orocesses, the number of persons living into the later decades 
, that is : increased and therefore there will be rela- 


will be greatly 























Positive HM ively larger numbers of cases of circulatory diseases with 
S in in TMM heir varied manifestations. 

gt 4 The editor discusses geriatrics ably and at some length, 
 W. B. Me og makes clear the fact that there is a wide difference be- 
‘ivity to MM sween the aged and the aging. This is a point that some phy- 
6, 1944), MP cians and many of the laity overlook. An aged individual 
d is set- HF. one who has lived a considerable number of years and has 
hom the HP sherefore become, in common parlance, an old person. But 
said by MM old person may have fewer signs of aging than one many 
liagnoss HMM ...cs younger. Aging begins in the early years, and con- 
? will be sequently the physician should have the objective and sub- 
nosis o! MR ective signs of aging constantly in mind. That is one of the 
cts, and HM strongest pleas for the routine, regularly spaced, physical 
‘4 es examination. To treat only those ill with a definite disease 
It 





is, after all, rather poor medicine. 

The reviewer has read several books on geriatric medicine, 
and although all are more or less treatises on general medi- 
cine, the present volume adheres more closely to the sub- 
ject of aging than do any of the others. The editor has 
selected fifty-four authorities who have written with clarity 
on many important topics concerning the aging and the aged. 
Aside from excellent discussions of circulatory, lung, bone, 
joint, urogenital, blood and metabolic diseases, there is 
much sound advice to assist the general practitioner in 
“= iis the aging to the changing conditions of their 
Ives. 





HRISTIAN 


fixation. 
M.D. & 
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4 Handbook of Medical Library Practice, including Anno- 
tated Bibliographical Guides to the Literature and History 
of the Medical and Allied Sciences. Based on a preliminary 
manuscript by M. Irene Jones and compiled by a committee 











and the of the Medical Library Association. Edited by Janet Doe. 
partic: HR S°, cloth, 610 pp. Chicago: American Library Association, 
or lacer- 1943, $5.00. 
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This pioneer work is a distinct contribution to the litera- 
ture of medical librarianship. In the preface the editor 
states that the objective of the book is to discuss “library 








ns bony : 
nd easy AM PrOCedures, methods and subjects commonly used and 
sbeervel found in medical libraries but different from those found in 





general libraries.” These objectives are met, and the book 
is a manual of procedure, as well as a reservoir of useful data, 
for medical librarians. Its faults, mostly of omission and 
inadequate treatment of subjects, do not detract from the 
value of the book to the hysician. They are technical in 
character and only affect th librar worker. 
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cessfully Th 1 only t the professional 
rer bott ¢ work is divided into eight chapters, each written by 
n ane: *, ™ember of the Medical Library Association. The first 





ave 's a general one and has to do with the medical 
tran? 7 development, its distribution and its adminis- 
ry “spre to this chapter are items of importance: 
i wort bed all medical libraries, situated anywhere in 
+ deat aving 100,000 or more volumes, and the second 
eg af <. sae libraries located outside North 
uch iahioce € ot er chapters are more technical and discuss 
abject sca periodicalfand book selection, cataloguing, 
nicrofilme Tres classification, pamphlets, pictures and 
ile uel 4 - final chapters in the manual deal with rare 
tw nah © history of medicine, as well as reference work, 
un Feel annotated list of reference books. The essay 
ne ans the history of medicine might well have 
thon Whee yecParately, since it is more comprehensive 
dee . ‘brarian of the average medical library needs. 
icone Eps of the subject, more dogmatic in 
mets seal 1 peat. certain primary objectives, would 
indulged in ‘og perper better than the extended treatment 
agile « A ie author. The same can be said about the 
" relerence work. Much of the material in this 
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section, however, is of particular interest to medical collec- 
tors, historians and bibliographers. 

The outstanding weakness of the book is the failure of the 
various authors to discuss the fundamental values of the 
various procedures and methods treated. Nowhere can be 
found any reference to the relative importance of the various 
topics. The student of medical librarianship and the in- 
experienced library worker in the field of medicine is left 
adrift, since little attempt is made to suggest the best pro- 
cedures to be followed in her daily work. Some subjects are 
presented, moreover, without indication why they are 
included. ; ‘ 

The editing is well done, and the level of writing is uniform 
for a collected work, although there are places where the 
English could have been improved. 


The Principles and Practice of Industrial Medicine. Edited 
by Fred J. Wampler, M.D. 8°, cloth, 579 pp., with 42 
illustrations and 36 tables. Baltimore: The Williams and 
Wilkins Company, 1943. $6.00. 


This is a selected group of thirty-three dissertations, 
each of which deals with a specialized problem in industrial 
medicine. It is not an elementary textbook. 

Occasionally one of the contributors takes the bit in his 
teeth and runs away with his subject matter in a way that 
may well overwhelm the casual seeker after simple advice. 
It is possible to spread confusion rather than enlightenment 
by means of studies that are too erudite and elaborate. As 
a minor illustration, Dr. Foulger, of the Haskell Laboratory 
of Industrial Toxicology, finds it necessary to interpret blood- 
pressure readings on chemical workers with the aid of the 


formula, 
In S = -0.00339 (x2+-y?), 

where In S is the logarithm of S (the score) to the base of 
10, x the deviation of the diastolic blood pressure from an 
established mean of 79 mm., and y that of the pulse pres- 
sure from an established mean of 44 mm. This formula may 
be valid, and the conclusions reached in his study are in- 
teresting and probably significant, but a simpler presenta- 
tion and interpretation would be more generally valuable 
in a textbook. 

Topics covered include a variety of intoxications, the 
effects of temperature and humidity, the eyes, the back, 
compensation, women in industry, fatigue, the physical 
examination, the lay-out of medical departments and so forth. 
It is sadly ironic that the author of the excellent chapter on 
the cause and prevention of accidents should have been 
accidentally killed before his contribution appeared in print. 

This book is recommended for reference reading. 


Plastic Surgery of the Breast and Abdominal Wall. By Max 
Thorek, M.D., LL.D. With an introduction by Rudolf 
Nissen, M.D., and a foreword by J. Eastman Sheehan, 
M.D. 4°, cloth, 446 pp., with 458 illustrations. Springfield, 
Illinois: Charles C Thomas, 1942. $6.00. 


The main subject of this book is the treatment of the hyper- 
trophied breast. The author has made a sincere effort to 
describe the various operative procedures advocated by the 
many surgeons who have taken a special interest in this field 
of surgery. He analyzes quite extensively the different 
operative procedures that seem best suited to each particular 
problem. There is included a short chapter on reconstructive 
surgery of the abdominal wall, and also chapters on the 
anatomy, physiology and pathology of the hypertrophied 
breast. 

The book is profusely illustrated with good diagrams and 
photographic illustrations, and it is one of the most complete 
monographs on the subject that has come to the reviewer’s 
attention. 


Convulsive Seizures: How to deal with them. By Tracy J. 
Putnam, 12°, cloth, 168 pp., with 12 illustrations. 
Philadelphia: J. B. Lippincott Company, 1943. $2.00. 


This is a brief manual covering various types of con- 
vulsive diseases, particularly written for patients and their 
families and friends. There is a good discussion on seizures 
and their causes, with additional data on diagnosis and the 
principles involved in treatment. Excellent advice is given 
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regarding various drugs, and this part of the book is distinctly 
valuable to physicians. The final chapter deals with legal 
problems connected with epilepsy, and there is an up-to-date 
reference to the current literature in an adequate bibliography. 

This is a book that may be put in the hands of the more 
thoughtful patient and will be of value to a considerable 
proportion of practitioners who occasionally have to make 
decisions in regard to epilepsy. 


BOOKS RECEIVED 


The receipt of the following books is acknowledged, 
and this listing must be regarded as a sufficient return 
for the courtesy of the sender. Books that appear to be 
of particular interest will be reviewed as space permits. 
Additional information in regard to all listed books 
will be gladly furnished on request. 


Backache and Sciatic Neuritis: Back injuries —deformities — 
diseases — disabilities. By Philip Lewin, M.D., associate 
professor of bone and joint surgery, Northwestern Univer- 
sity Medical School, attending orthopedic surgeon, Michael 
Reese Hospital and Cook County Hospital, professor of 
orthopedic surgery, Cook County Graduate School of 
Medicine, Chicago, and lieutenant colonel, Medical Corps, 
United States Army. With line drawings by Harold Lauf- 
man, M.D., instructor in surgery, Northwestern Univer- 
sity Medical School, Chicago, and captain, Medical Corps, 
United States Army. 8°, cloth, 745 pp., with 235 illustrations. 
Philadelphia: Lea and Febiger, 1943. $10.00. 

This new book is a comprehensive treatise on diseases 
and injuries of the back. Emphasis is placed on diagnosis 
and treatment; the medicolegal, industrial and military 
aspects are also discussed. 


Pathology and Therapy of Rheumatic Fever. By Leopold 
Lichtwitz, M.D. With a foreword by William J. Maloney, 
M.D., LL.D., F.R.S. (Edin.), consulting neurologist to 
the City Hospital, New York City. Edited by Major William 
Chester, M.C. 8°, cloth, 211 pp., with 69 illustrations and 
11 tables. New York: Grune and Stratton, 1944. $4.75. 


This monograph discusses rheumatic fever in all its acute 
and chronic aspects. 


Internal Medicine in General Practice. By Robert P. 
McCombs, M.D., lieutenant, Medical Corps, United States 
Naval Reserve. 8°, cloth, 694 pp., with 114 illustrations. 
Philadelphia: W. B. Saunders Company, 1943. $7.00. 

This new manual on internal medicine is written especially 
for practitioners and students, and the field of diagnosis and 
treatment is especially emphasized. All the newer methods 
and mechanical aids in diagnosis have been included. 


The Youngest of the Family: His care and Training. By Joseph 
Garland, M.D., physician to the Children’s Medical 'Depart- 
ment, Massachusetts General Hospital, consulting pediatri- 
cian, Massachusetts Eye and Ear Infirmary, and instructor 
in pediatrics, Harvard Medical School. Revised edition. 
12°, cloth, 182 pp., with 11 illustrations. Cambridge, Massa- 
chusetts: Harvard University Press, 1943. $2.00. 


This is a revision of a manual first published in 1932. It 
has been written to meet the exigencies of wartime. Because 
of the difficulty of obtaining many of the luxuries that once 
seemed indispensable in the care of the baby, instructions 
have been reduced to the simplest terms. Dr. Garland is a 
well-known pediatrician, and this revised edition should prove 
to be even more useful and valuable to the mother than the 
former edition. 


Medical Genetics and Eugenics. Volume 2. By R. Ruggles Gates, 
Ph.D.,D.Sc.,L1.D.,F.R.S., Marine Biological Laboratory, 
Woods Hole, Massachusetts; Laurence H. Snyder, B.S. 
M.S.,Sc.D. professor of medical genetics, Ohio State Uni- 
versity; and Earnest A. Hooton, Ph.D.,Sc.D., Department 
of Anthropology, Harvard University. 8°, cloth, 60 pp., with 
13 illustrations. Philadelphia: Woman’s Medical College 
of Pennsylvania, 1943. $1.00. 


THE NEW ENGLAND JOURNAL OF MEDICINE 


Aug 3, 1944 


The present volume includes lectures given before a publ 
audience at the College of Physicians, Philadelphia Th 2 
have to do with the subject of heredity. eee 


Fractures and Dislocations for Practitioners. By Edwin ( 
Geckeler, M.D. Third edition. 8°, cloth, 361 pp., Hg 
illustrations. Baltimore: The Williams and Wilkins Con. 
pany, 1943. $4.50. ia 

This book was first published in 1937. The third edition 
has been revised to include sections on emergency treatmes 
and fracture wounds, particularly vital at the present dine 
New procedures have been simplified and considerabl 
attention has been given to chemotherapy in the treatment 
of traumatic wounds. Débridement in the treatment of 
compound fractures is described so that the physician cq) 
perform the operation without delay if an experienced gy. 
geon is not available. The manual is primarily written jo, 
the general practitioner who may be required to treat tray. 
matic injuries in the absence of a competent surgeon, _ 


Prelude to Sanity. By S. Greiner. 8°, cloth, 164 pp. Ft 
Lauderdale, Florida: Master Publications, 1943. $3.00, 

It is the author’s contention that, contrary to curren 
psychiatric belief, schizophrenia does not constitute a clip. 
ical but a generic phenomenon. 


Ship’s Doctor. By Rufus W. Hooker, M.D. 8°, cloth, 279 pp, 
New York: Whittlesey House, 1943. $2.50. 

This is the autobiography of a physician who for fourteen 
years followed the practice of medicine at sea, sailing over 
a million miles in that time. The book is written in a nar 
tive style and relates many experiences of Dr. Hooker 
in varying situations, ranging from the urgent call of a 
SOS to convoying the wounded from Pearl Harbor and th 
Philippines. 


The 1943 Year Book of Industrial and Orthopedic Surgery, 
Edited by Charles F. Painter, M.D., orthopedic surgeon to 
the Massachusetts Women’s Hospital and Beth Israel Hos- 
pital, Boston. 12°, cloth, 440 pp., with 306 illustrations. 
Chicago: The Year Book Publishers, 1943. $3.00. 

This volume provides a summary of progress for the year 
in the fields of orthopedic surgery and of industrial medicine 
and surgery. The material is well selected and printed with 
excellent type on a good grade of paper. 


Nascent Endocrine Therapy. By John F. Ritter, M.D.%, 
cloth, 317 pp. Caldwell, Idaho: The Caxton Printers, Lin- 
ited, 1940. $5.00. 

In this book the author describes his treatment of essentid! 
hypertension. 


Medical Advice from a Backblock Hospital. By G. M. Smith, 
M.B., Ch. B., F.R.C.S.E. With articles and notes by \ 
Bedggood, Vernon Brown, F. Cook, L. M. Copley, N. Giles 
E. Harwood, A. Kernihan, W. H. Kirkpatrick, E. Tait, V. 
Maxwell and Barbara Orr. Second edition. 8°, paper, % p? 
Wellington, New Zealand: Progressive Publishing Society 
1943. 1 shilling. 

This work is a description and an explanation of the Holt 
anga Co-operative Clinic Medical Service, located in Ne 
Zealand. The first edition was published in March, 1942, a 
the second edition affords the author an opportunity to revs 
and add to his work and also to answer his critics. The p"™ 
cipal part of the pamphlet is a manual of domestic medics’ 
to which are added replies to critics on social medicine amo" 
the Maoris. 


Child Welfare Handbook: A guide to health and social servi 
Edited by Beatrice S. Stone. 8°, paper, 58 pp. Boston: Publ 
cations Committee of the Massachusetts Child Count 
Incorporated, 1943. 25 cents. 

This pamphlet is fundamentally a directory of all organ 
zations in Massachusetts having to do with child wellare 
It is an essential reference source of information concern" 
the subject. 


(Notices on page xiii) 
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ADVERTISING SECTION 





\CIETY MEETINGS AND CONFERENCES 


expan oF Boston DisTRicT FOR THE WeEEk BEGINNING 
uRSDAY, AUGUST 10 
oxpay, AUGUST 14 | 
#12:15-1:15 p.m. Clinicopathological conference. Peter Bent Brigham 
“Hospital. 


spay, Aucust 15 

#2:15-1:15 p.m. Clinicoroentgenological conference. Peter Bent 
Brigham Hospital. 

spxespay, AucusT 16 

#|2.00 m. Clinicopathological conference. Children’s Hospital. 


sen to the medical profession. 
r 


epteMBER 6-9. American Congress of Physical Therapy. Page xv, 
ue of June 15. 


spreMBeR 11-14. International Association of Industrial Accident 
ds. Hotel Statler, Boston. 


toner 2-7. Seminar in Legal Medicine, Harvard Medical School. 
ve 110, issue of July 20. 


\croneR 3-5. American Public Health Association. Page ix, issue of 
croneR 4. Medicolegal conference, Mallory Institute of Pathology, 
ston. Page 110, issue of July 20. 


croper 9-20. 1944 Graduate Fortnight of the New York Academy 
Medicine. Page xvii, issue of July 


Ber 30. New York Institute of Clinical Oral Pathology, New York 
ademy of Medicine. Page 110, issue of July 20. 


vember 2-4. Association of Military Surgeons. Page 748, issue of 








Bournewood [Hospital 
300 SOUTH STREET, BROOKLINE, MASS. 
Established 1884 


For a limited number of cases of mental and 
nervous diseases 


POST OFFICE, CHESTNUT HILL 
Telephone PAR 0300 
Grorce H. Torney, M.D. 




















Washingtonian Hospital 


41 WALTHAM STREET, BOSTON, MASS. 
Founded 1841 


A non-profit-making, endowed institution 
reorganized, for the 
MODERN TREATMENT OF MEN SUFFERING 
FROM ACUTE OR CHRONIC 


ALCOHOLISM 


Josern Tuimann, M.D., Medical Superintendent 
Merritt Moors, M.D., Director of Research 
Visits by Bygetteents and Neurological Staff 
Consultants in Medicine, Surgery and the Specialties 
Rates Moderate 
For information: consult the Medical Superintendent 
Telephones: HAN 1750 and 1751 
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In addition to our Professional Liability 
olicy for private Practice we issue a special 


MILITARY POLICY 
to the profession in the Armed Forces at a 


Repucep PREMIUM 
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SEDICALSPROTE CTIVE COMPANY. 


SOMO TNR * 


OF 
Toner Wis, array, 
tees BOSTON OFFICE 
erton Square, Room 303, Barristers Hall 
Telephone CAPitol 0119 
A. F. Fox, General Agent 











Channing Sanitarium 


EstaBLisHED 1879 


A pleasant country community of cottages built for the 
homelike care and treatment of nervous patients. Separate 
cottage for the care of convalescent nonmental patients. 


Occupational therapy. Tennis court. Sports building. 


Jackson M.Tuomas, M.D. CuirrorpG.RounsEFELt, M.D. 
Superintendent Resident Physician 


WELLESLEY, MASSACHUSETTS 
Telephone — Wellesley 0464 





























BREAST MILK 


may be obtained at the offices and 
laboratory of 


The 
Directory for Mothers’ Milk 


Incorporated 


221 Longwood Avenue, Boston 
Telephone BEA 5330 


Prices will be adjusted to make the milk availabl- 
to all who need it 


Sent packed in ice to all parts of New England 
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iy, OATM EAL enriched with 5 
a Vitomin and minerol supplements, NG 
thoroughly cooked and dried: a7 
















Consists of oatmeal, malt syrup, powderes *™Y 
ive beef bone specially prepared tor hum" om 
Moride, Powdered yeast, and reduced 


ER 


‘ » thie 
Pore “reShes vitamin B complex, mctvene 


‘ 
ang oper ’ 
nur c ¢ 
lchm cuntionsty important minerals (0° om 7 
“~ \? Phosphorus). As a result of there a! ; 
Chadd dying, Pabena is easily digeste? a 
~e™ent to pfepare, ond economical © 


REQUIRES NO COOKING 


Add mith of woter, het or cold. 
'* with milk or cream. 


SS MEAD JOHNSON & CO. 
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Good, “Joo” 


Cyitpren like the flavor of this new com- 
panion-cereal to Pablum. Mothers find that 
Pabena has all the convenience and economy 
of Pablum. Both cereals can be quickly pre- 
pared in the required amount simply by add- 






ing milk or milk formula. Pabena, like Pablum, 






is thoroughly cooked and is enriched with cal- 






cium, phosphorus, iron, and ‘the vitamin B 






complex. Samples and literature sent 






on request of physicians. 












Pabena is supplied in 8 oz. cartons. Pablum continues 
fo be supplied in 8 oz. cartons and 1 Ib.-2 oz. cartons. 






MEAD JOHNSON & COMPANY 
Evansville, Indiana, U.S.A. 
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